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To: 
From: 
Sent: 
Subject: 

Beck, Nancy[Beck.Nancy@epa.gov] 
Dourson, Michael 
Mon 11/13/201710:13:38AM 
Re: Epi studies 

Ok, let's chat about this before the briefing. 

Sent from my iPad 

On Nov 12, 2017, at 3:52 PM, Beck, Nancy <Beck.Nancy@epa.gov> wrote: 

r-·•·-·-·-·-•-·-·-·-· .. ·-·-·--·-·-·-·-·-·-·-·-·---·-·-·-·-·----·-·-·-·-·-·-·-·-·-·""·-·---·-·-· .. ·-·-·-• .. ·-----·-~·-·-·-·-·-·-·-·-·-·-·-·-•-·'"·-·-·-·--·-·•·-·---·-·-·-·-·•·-·-·-·-~·-·-·-·-·-·-·-·-·-·-, 
; 
; 
; 
; 
; 
; 
; 

l Ex. 5 - Deliberative Process 
; 
i---------------------------------------------------------------------------·--------------------------------------------------------------------------------------------------------------------------------

Also, lets make sure that the briefing that OPP staff are planning to give you is the 
briefing that you are interested in. 

Nancy 

From: Dourson, Michael 
Sent: Sunday, November 12, 2017 2:59 PM 
To: Beck, Nancy 
Cc: Bertrand, Charlotte 

Subject: RE: Epi studies 

Nancy 

Ok. As you well know, the decision on chlorpyrifos will likely turn oni Ex 5 ·0.l;b,roli•• · ••m• i 
,-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·--J,. ................................ ~ 

Ex. 5 - Deliberative Process 
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Cheers! 

Michael 

From: Beck, Nancy 
Sent: Friday, November 10, 2017 2:31 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Cc: Bertrand, Charlotte <Bertrand.Charlotte@epa.gov> 
Subject: Epi studies 

Mike, 

For a first briefing to help get you and Charlotte up to speed, it may be helpful to 

I Ex. 5 - Deliberative Process I 

Sent from my iPhone, please excuse typos. 
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To: j Ex. 6 - Personal Privacy (sender's personal email address) i 
i_,---·-·-·-·-•-·• -·-·-·-·-·-·-·-·-·-·-•-·•-·-·- ·-·-·-·-·- ·-·-·-·- ·-·- ·-·-•-·• -·- ·-·-·-·-·- ·-·-·-·-•-·•-·-·-·-·- ·-·-·-·-·-·-·-· -·- · 

From: Dourson, Michael 
Sent: Sat 10/28/2017 12:20:35 PM 
Subject: FW: Updated: Document for the Hill 
2017-1 0-27 EPA Nominee Dr. Michael Dourson.docx 

From: Bowman, Liz 
Sent: Friday, October 27, 2017 9:29 PM 
To: Dourson, Michael <dourson.michael@epa.gov>; Jackson, Ryan <jackson.ryan@epa.gov>; 
Lyons, Troy <lyons .troy@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: RE: Updated: Document for the Hill 

The link was being weird for me too, so I copied the URL into the document - its here 

From: Dourson, Michael 
Sent: Friday, October 27, 2017 6:35 PM 
To: Jackson, Ryan <jackson.ryan@epa.gov>; Lyons, Troy <lyons.troy@epa.gov> 
Cc: Bowman, Liz <Bowman.Liz@epa.gov>; Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: RE: Updated: Document for the Hill 

Ryan 

The link I have is http://www.wcpo.com/news/local-news/i-team/i-team-mystery-of-what-was
killing-animals-sickening-children-on-nky-property-solved. However, this may be slightly 
different than what I send previously to Liz. On my new government computer the video at this 
link, which showed the letter I wrote with my signature, does not appear to be working. 
Unfortunately, my previous email to Liz is part of the university computer that I do not have. 

Hopefully this link will work. Liz, feel free to send my prior email on. 
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Cheers! 

Michael 

From: Jackson, Ryan 
Sent: Friday, October 27, 2017 6:00 PM 
To: Lyons , Troy <lyons.troy@epa.gov> 
Cc: Bowman, Liz <Bowman.Liz@epa.gov>; Beck, Nancy <Beck.Nancy@epa.gov>; Dourson, 
Michael <dourson.michael@epa.gov> 
Subject: Re: Updated: Document for the Hill 

The link doest seem to work on the news story. Is there another link? 

Ryan Jackson 

Chief of Staff 

U. S. EPA 
r-··- ·- ·-"·- ·- ···- ·- ·- ·- ·- ·- ·- ·· - ·- -- ·- -- · - ·- ·- ·- -- ·· - ·- -, 
i ! 

j Ex. 6 - Personal Privacy j 

L ............................. ..................................... .......... i 

On Oct 26, 2017, at 8:35 PM, Lyons , Troy <lyons.troy@epa.gov> wrote : 

..... ........... .......... ........... ................................................. ................. , .............. , .............. , ... ____ , _ , _ , ___ , _,_ , _,_,_ , _, ___ , _,_ , _ , ___ ,_,_,_ , _,_ , ___ ,_ ,_,_, ____ , _ , _, ___ , _ , _ , _, ___ ,_,_, _ ,_,_, ___ , _ , _,_, ____ ,_,_,. 

i Ex. 5 - Deliberative Process 
i, ____ , __ _ ...................................................... , ___ .............. .............................................................................. _._, _____ ,. ___ , ___ , _,. ___ ,. ___ , ___ ,_,. ___ , ___ ,_ , ___ , ___ ,_ 

Also, I would capitalize the positions he's held 

Looks great 
Sent from my iPad 

On Oct 26, 2017, at 9:23 PM, Bowman, Liz <Bowman.Liz@er-a.gov> wrote: 

Please review in detail and check all facts . When it's final , we need to remove the 
"draft" from the layout. 
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Thank you, 

Liz Bowman 

U.S. Environmental Protection Agency (EPA) 

Office: 202-564-3293 

<2017-10-26 Draft Myth v Reality on Dourson.docx> 



ED_001803B_00003687-1

To: 
From: 
Sent: 
Subject: 

Ryan 

Jackson, RyanUackson.ryan@epa.gov] 
Dourson, Michael 
Tue 1/2/2018 2:53:31 PM 
FW: Brief meeting? 

I am sure that your schedule is packed, but do you have wee bit of time today to talk? Thanks in 
advance. 

Mike 

-----Original Message----
From: Dourson, Michael 
Sent: Tuesday, January 2, 2018 6:45 AM 
To: Willis, Shamett <Willis.Shamett@epa.gov> 
Subject: Brief meeting? 

Shamett 

Does Ryan have about 15 minutes today? It can even be between 6 & 9 pm. 

Thanks! 

Michael 

Sent from my iPhone 
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Cc: 
To: 
From: 
Sent: 
Subject: 

Mary 

Thanks! 

Mike 

Beck, Nancy[Beck.Nancy@epa.gov]; Bolen, Derrick[bolen.derrick@epa.gov] 
Hanley, Mary[Hanley.Mary@epa.gov] 
Dourson, Michael 
Wed 10/25/2017 11 :21 :44 AM 
Re: EPA- IFRANA Meeting: October 26 at 3:30pm 

Sent from my iPad 

> On Oct 24, 2017, at 3:43 PM, Hanley, Mary <Hanley.Mary@epa.gov> wrote: 
> 
>Mike, 
> Attached are materials for this Thursday's meeting. 
> Cheers 
>M 
> 
> From: Ringel, Aaron 
> Sent: Tuesday, October 24, 2017 2:11 PM 
> To: Hanley, Mary <Hanley.Mary@epa.gov> 
> Cc: Beck, Nancy <Beck.Nancy@epa.gov> 
> Subject: FW: EPA - IFRANA Meeting: October 26 at 3:30pm 
> 
> Hi Mary, see attached and below from IFRANA in regards to our meeting on Thursday. 
> 
> Let me know if you need any additional info. 
> 
> Best, 
> 
> -Aaron 
> 
> From: Amanda Nguyen [mailto:anguyen@ifrana.org] 
> Sent: Tuesday, October 24, 2017 1:26 PM 
> To: Rodrick, Christian <rodrick.christian@epa.gov<mailto:rodrick.christian@epa.gov»; Ringel, Aaron 
<ringel.aaron@epa.gov<mailto:ringel.aaron@epa.gov>> 
> Cc: Adkerson, Robert <Robert.Adkerson@mail.house.gov<mailto:Robert.Adkerson@mail.house.gov»; 
Renberg, Dan <Dan.Renberg@arentfox.com<mailto:Dan.Renberg@arentfox.com»; Neal, Aubrey 
<Aubrey.Neal@mail.house.gov<mailto:Aubrey.Neal@mail.house.gov>> 
> Subject: Re: EPA- IFRANA Meeting: October 26 at 3:30pm 
> 
> Good afternoon, 
> 
> IFRANA is looking forward to meeting with the agency on Thursday. Attached, please find the following: 
> 
> • Meeting Participants 
> • IFRANA Summary Sheet 
> • Issues Summary 
> o New Chemicals 
> o LSCA Implementation 
> o Relying on IFRANA as a Resource 
> 
> Please let me know if you have any questions or if I can provide additional information/insight. 
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> 
> Best, 
> 
>Amanda 
> 
> Amanda K. Nguyen, J.D. 
> Director, Government Affairs & Legal 
> IFRANA- the fragrance industry association 
> 1655 Fort Myer Drive, Suite 875 
> Arlington, VA 22209 
> Office: (571) 317-1506 
> Mobile: (316) 461-2812 
> anguyen@ifrana.org<mailto:anguyen@ifrana.org> 
> This message (and any attachments) is intended only for the use of the individual or the company to 
which it is addressed, and may contain information that is confidential, proprietary, and privileged. If you 
are not the intended recipient, any use, distribution, or copying of this communication is strictly prohibited. 
If you received this message in error, please notify the sender and delete this message and any 
attachments. Thank you. 
> 
> From: "Rodrick, Christian" <rodrick.christian@epa.gov<mailto:rodrick.christian@epa.gov>> 
> Date: Wednesday, October 11, 2017 at 2:15 PM 
> To: "Renberg, Dan" <Dan.Renberg@arentfox.com<mailto:Dan.Renberg@arentfox.com», "Neal, 
Aubrey" <Aubrey .Neal@mail.house.gov<mailto:Aubrey. Neal@mail.house.gov>>, "Ringel, Aaron" 
<ringel.aaron@epa.gov<mailto:ringel.aaron@epa.gov>>, Amanda Nguyen 
<anguyen@ifrana.org<mailto:anguyen@ifrana.org>> 
> Cc: "Adkerson, Robert" 
<Robert.Adkerson@mail.house.gov<mailto:Robert.Adkerson@mail.house.gov>> 
> Subject: RE: EPA- IFRANA Meeting: October 26 at 3:30pm 
> 
> Thanks All, 
> 
> Dan and Amanda, once you have those background materials and a number of attendees, please do 
share that with me. 
> 
> Because of EPA's security policies, it will take a few minutes to get all attendees through security, 
signed in, and up the office. For this reason, depending on the number of attendees, I would ask that you 
arrive an extra 5-10 minutes early. Once you are close to EPA HQ, please give me a call so I can meet 
you at the East Building and we can get you into the building. For your awareness, my cell phone is (202) 
578-2755. 
> 
> EPA's address is 1200 Pennsylvania Ave. NE, Washington, D.C. However, for your awareness, the 
EPA East Building is right at the corner of 12th St. NW and Constitution Ave NW. You will want to enter 
through the Constitution Ave Entrance. Of course, if you have any trouble finding it, always feel free to 
call me. 
> 
> Additionally, please be sure to bring your IDs to the office with you so you are able to sign in. 
> 
> If you have any additional questions, please feel free to call and we look forward to seeing you on the 
26th. 
> 
> Christian Rodrick 
> Special Assistant 
> Congressional and Intergovernmental Affairs 
> U.S. Environmental Protection Agency 
> O: (202) 564-4828 
> 
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> From: Renberg, Dan [mailto:Dan.Renberg@arentfox.com] 
> Sent: Wednesday, October 11, 20171:08 PM 
> To: Neal, Aubrey <Aubrey.Neal@mail.house.gov<mailto:Aubrey.Neal@mail.house.gov»; Ringel, 
Aaron <ringel.aaron@epa.gov<mailto:ringel.aaron@epa.gov»; Rodrick, Christian 
<rodrick.christian@epa.gov<mailto:rodrick.christian@epa.gov>>; Amanda Nguyen 
<anguyen@ifrana.org<mailto:anguyen@ifrana.org>> 
> Cc: Adkerson, Robert <Robert.Adkerson@mail.house.gov<mailto:Robert.Adkerson@mail.house.gov>> 
> Subject: RE: EPA- IFRANA Meeting: October 26 at 3:30pm 
> 
> Aaron and Christian - Thanks for your effort to facilitate this meeting, which is of great importance to 
the fragrance industry members of IFRANA. 
> 
> Aubrey and Rob - Thanks for helping get our meeting request into the right hands. 
> 
> We will gladly pull together some helpful background materials in the coming days so that the EPA 
meeting participants will have some context on the industry and some of its concerns. 
> 
>Weare looking forward to the 26th. 
> 
> Regards, 
> 
> Dan 
> 
> Dan Renberg 
> Partner 
> 
> Arent Fox LLP I Attorneys at Law 
> 1717 K Street, NW 
> Washington, DC 20006-5344 
> 202.857.6386 DIRECT 1202.857.6395 FAX 
> dan.renberg@arentfox.com<mailto: Dan.Renberg@arentfox.com> I 
www.arentfox.com<http://www.arentfox.com> 
> 
> From: Neal, Aubrey [mailto:Aubrey.Neal@mail.house.gov] 
> Sent: Wednesday, October 11, 20171:06 PM 
> To: Ringel, Aaron <ringel.aaron@epa.gov<mailto:ringel.aaron@epa.gov>>; Rodrick, Christian 
<rodrick.christian@epa.gov<mailto:rodrick.christian@epa.gov>>; Amanda Nguyen 
<anguyen@ifrana.org<mailto:anguyen@ifrana.org>>; Renberg, Dan 
<Dan.Renberg@arentfox.com<mailto:Dan. Renberg@arentfox.com>> 
> Cc: Adkerson, Robert <Robert.Adkerson@mail.house.gov<mailto:Robert.Adkerson@mail.house.gov» 
> Subject: EPA - IFRANA Meeting: October 26 at 3:30pm 
> 
> Good afternoon, All -
> 
> I wanted to connect everyone and start a new email chain since we have officially booked the EPA
IFRANA meeting for Thursday, October 26, 2017 at 3:30pm. 
> 
>Byway of introduction: 
> 
> From the EPA, Aaron Ringel is Deputy Associate Administrator and has been working with us to 
coordinate the meeting with Dr. Beck and Dr. Dourson. Christian from his office will be assisting with 
scheduling details and logistics. 
> 
> From IFRA North America's Government Affairs and Legal Team, Director Amanda Nguyen and Dan 
Renberg will be the points of contact for attendee information and a more detailed list of discussion points 
for the roundtable. 
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> 
> From Congressman Loudermilk's office, Chief of Staff Rob Adkerson and I will be attending as well. 
> 
> Please let me know how I can be of assistance in the coming weeks. I look forward to the roundtable! 
> 
> 
> Best, 
> 
> Aubrey Neal 
> 
> Legislative Assistant 
> Congressman Barry Loudermilk I GA-11 
> 329 Cannon HOB I Washington D.C. 20515 
> (202) 225-2931 I loudermilk.house.gov 
> 
> > _____________ _ 

> 
> CONFIDENTIALITY NOTICE: This e-mail and any attachments are for the exclusive and confidential 
use of the intended recipient. If you received this in error, please do not read, distribute, or take action in 
reliance upon this message. Instead, please notify us immediately by return e-mail and promptly delete 
this message and its attachments from your computer system. We do not waive attorney-client or work 
product privilege by the transmission of this message. 
> <Oct. 26 IFRANA Participants.pdf> 
> <IFRANA Leave-Behind.pdf> 
> <IFRANA Discussion Topics with EPA.pdf> 
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To: 
From: 
Sent: 
Subject: 

Yes sir! 

Jackson, Ryan[jackson.ryan@epa.gov] 
Dourson, Michael 
Thur 11/2/2017 12:46:38 PM 
RE: RE: RE: 

From: Jackson, Ryan 
Sent: Thursday, November 2, 2017 8:40 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: Re: RE: RE: 

9:30. Get some coffee first for yourself. 

Ry an Jackson 

Chief of Staff 

U.S . EPA 

. --·---------·--------- -- ----------·---------·---, 

! Ex. 6 - Personal Privacy i 
•-·•---·-· -·-. ---· ---·---•-·• ---·-----·•-· -·-· -----· . 

On ov 2, 2017, at 7:52 AM, Dourson, Michael <dourson.michael@epa.gov> wrote: 

ok 

From: Jackson, Ryan 
Sent: Thursday, November 2, 2017 6:40 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: Re: RE: 

How about 9? 

Ryan Jackson 
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Chief of Staff 

U.S. EPA 

,- '-·-'-·-·-·-·-··-·-·-·-·- '-·-··-. -·-··-·-·· -·-·-. i Ex. 6 - Personal Privacy i 
i.. .. ··- ·- · - -- ·-· - ·- ·- ·- ·- ·- ·- . - ·-· - ·- ·- ·- ·- . ___ .,i 

On Nov 1, 2017, at 8:01 PM, Dourson, Michael <dourson.michael@epa.gov> wrote: 

Ryan 

Sure, my whole morning is blissfully open. Just say when ... 

Michael 

Sent from my iPad 

On Nov 1, 2017, at 7:33 PM, Jackson, Ryan <jackson.ryan@epa.gov> wrote: 

Thanks for this mike. 

Can we talk again tomonow? 

Ryan Jackson 

Chief of Staff 

U. S. EPA 
,- . -·-·-·-·-. -·-. -·-·-·-·-. -·-·-·-·-· -·-·-. -·-·-•-·• -·-·-. - ·- ·• -·, 
' ! i Ex. 6 - Personal Privacy 1 
i ...................... -·-··-·-·-·-·-·-·-·-·-·- ··-·-·-·-·-··-·-·· -·-j 

On Nov 1, 2017, at 1 :20 PM, Dourson, Michael <dourson.michael@epa.gov> 
wrote: 

Ryan 

An attorney, Richard Bowles,* called me up to consider expert testimony in 
a contaminated residential site. The residentj Ex. s -Personal Privacy yas claiming 

"-•-·•-·-·-·-·-----· ---·-·-·-·•·-·-"-·-•-·•--, 
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health effects and loss of real estate value due to contamination with TCE 
and other solvents due to a ground water plume underneath his property. I 
agreed and testified to the credibility of EPA's cancer slope factor. The 
case may not have gone to trial, since I did not have to make a court 
appearance. The case was No. CIV MSC 05-01725, IN THE SUPERIOR 
COURT OF THE STATE OF CALIFORNIA IN AND FOR THE COUNTY 
OF CONTRA COSTA; RON BLOCK, et al., Plaintiff; DANIEL HELIX, et 
al., Defendant. 

Cheers! 

Michael 

*Bowles and Verna LLP 
2121 N. California Blvd., Suite 875 
P.O. Box 8180 
Walnut Creek, CA 94596-8180 

925 935 3300 

From: Jackson, Ryan 
Sent: Wednesday, November 1, 2017 1:06 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: RE: 

I know the Johnson example. The news story laid it out really well. Can 
you fill me in on the facts of the TCE example? 

From: Dourson, Michael 
Sent: Wednesday, November 1, 2017 1:05 PM 
To: Jackson, Ryan <jackson.ryan@epa.gQY> 
Subject: RE: 
Importance: High 

Ryan 
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Here is the contact information : 

~.0..0.0.00.0.00.L. .. i;~, .. ~, - Personal. Privacy __ . jin the story about hydrogen sulfide: 
i Ex. 6 - Personal Privacy ~ould likely be highly supportive. 
··-•-·•-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-· 

-·-·-·-·-·-·-·-·-·-·-, 
•DDDODD•• Paul DickmanJ .._ • .___ ~ttomey of record at the time of 
TERA 's pro bona work: 859 49 l 7999w;i Ex. H e0$00DIPrivocy !c. I do not believe be 

.. -.•-·-·-·-·-~ . ··-··-·-·-· . -·-·-·-·-·-·-·-·-·-· 
!··-- !attorney now, but would like be supporti ve . 
l • .. • •• •• . • •• . 1 

••••••••• Richard Bowles, the plaintiffs attorney from Bowles and 
Verna LLP where I testified on behalf of using EPA ' s TCE cancer potency 
value to support the plaintiffs claim of health risk: 925 935 3300. He would 
likely be supportive. 

Cheers! 

Michael 

From: Jackson, Ryan 
Sent: Wednesday, November 1, 2017 12:45 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: RE: 

Can you stop by? 

From: Dourson, Michael 
Sent: Wednesday, November 1, 2017 12:44 PM 
To: Jackson, Ryan <jackson.1yan@epa.gov> 
Subject: RE: 

Ryan 
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)_am_fre,e until 2 pm today and then after about 5:30. My cell is L.~~::~_'.'."_".;_.: 
! j: 
! £• 1,......,...tn' i 
! i 1---·---·-·-·-·-·-· . 

Cheers ! 

Michael 

From: Jackson, Ryan 
Sent: Wednesday, November 1, 2017 11:26 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: 

Mike, can you give me a call? 
,·-•·-----------·-··-----•·-•-·•-----, 
~ Ex. 6 • Personol Prlvoey ! 
·-·-· -. -·-·-·-· -· -·-·· -·-· -· -·-. -· . 

Ryan Jackson 

Chjef of Staff 

U.S. Environmental Protection Agency r ...................... ......................... .................. ~ 
i ! 

! Ex. 6 - Personal Privacy i 
i ........ ...... ..................................... ............... ! 
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To: 
From: 
Sent: 
Subject: 

Valerie 

Washington , Valerie[Washington.Valerie@epa.gov] 
Dourson , Michael 
Mon 11/6/2017 12:36:16 PM 
RE: Compressed Day 

Thanks for letting me know .I Ex. 6 - Personal Privacy i 
··-·-·-·-·-·-·-•-·•-·-·-·-•-·•-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-•-·•-·-·-·-·-·-•-•·-•-·-·-•-·•-·-·-·--

Michael 

-----Original Message----
From: Washington , Valerie 
Sent: Monday, November 6, 2017 6:21 AM 
To: Wooden-Aguilar, Helena <Wooden-Aguilar.Helena@epa.gov>; Allen, Reginald 
<Allen.Reginald@epa.gov>; Dourson , Michael <dourson.michael@epa .gov>; Greenwalt, Sarah 
<greenwalt.sarah@epa.gov> 
Cc: Willis , Sharnett <Willis.Sharnett@epa.gov> 
Subject: Compressed Day 

Gm All, 
I am using today for my compressed day i Ex. 6 - Personal Privacy · · 1on 
Thursday, November 9 I will use sick leave. . . . 
Thanks have a nice day 

Sent from my iPhone 
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To: 
From: 
Sent: 
Subject: 

Derrick 

Bolen, Derrick[bolen.derrick@epa.gov] 
Dourson , Michael 
Tue 11/14/2017 2:39 :26 PM 
Re: Sick 

Good luck j Ex. 6 - Personal Privacy !! 
L . - · - · - , - •- ·• - · - · - , - · - • - · - · - . - · - . - · - • - .. 

Michael 

Sent from my iPad 

> On Nov 14, 2017, at 8:32 AM , Bolen, Derrick <bolen.derrick@epa.gov> wrote : 
> 
> All
> 

> I will be out of the office today! Ex. 6 - Personal Privacy · ! I can still answer 
your emails so no worries. •-·-·-·-·-·-·-·-·-·-·---- -·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·; 
> 
> Thank you , 
> Derrick Bolen 
> 
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To: 
Cc: 
From: 

Morris, Jeff[Morris.Jeff@epa.gov] 
Beck, Nancy[Beck.Nancy@epa.gov] 
Dourson, Michael 

Sent: Wed 10/25/201710:53:50 AM 
Subject: Re: PRE-PRIORIZATION PUBLIC MEETING 

Jeff 

Very nice thought. I will get a sense of the edges around my time commitment and see when might be 
best from your perspective. 

Cheers! 

Mike 

Sent from my iPad 

> On Oct 24, 2017, at 8:48 PM, Morris, Jeff <Morris.Jeff@epa.gov> wrote: 
> 
>Mike, 
> 
> The meeting is long enough that we can work around your schedule to locate a role for you on the 
agenda. I think it would be very useful for senior agency leadership to emphasize collaboration among the 
agency and its stakeholders not just in coming with approaches for identifying candidates for prioritization 
but also, once that's done, to work together to put those approaches into practice and implement the 
chemical evaluation program mandated by the TSCA amendments. Thanks. 
> 
> Jeff 
> 
> Sent from my iPhone 
> 
» On Oct 24, 2017, at 1 :27 PM, Dourson, Michael <dourson.michael@epa.gov> wrote: 
>> 
>> Jeff 
>> 
>> I am currently scheduled for a session at the Society for Risk Analysis meeting from 8:30 to 10 am on 
12/11. This commitment was made well before my nomination for AA. What did you have in mind for my 
activity at your meeting, if anything? 
>> 
>> Cheers! 
>> 
>> Michael 
>> 
>> Sent from my iPad 
>> 
>» On Oct 24, 2017, at 1 :00 PM, Morris, Jeff <Morris.Jeff@epa.gov> wrote: 
>>> 
>» Additional information will be provided. 
>>> <meeting.ics> 
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To: 
Cc: 
From: 
Sent: 
Subject: 

Shannon 

Griffo, Shannon[Griffo.Shannon@epa.gov] 
Fugh, Justina[Fugh.Justina@epa.gov] 
Dourson, Michael 
Thur 11/16/2017 7:03:21 PM 
RE: Meeting for Ethics Follow-up Questions 

Yes, I am open now and until 2:25. Cheers! 

Michael 

From: Griffo, Shannon 
Sent: Thursday, November 16, 2017 10:22 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Cc: Fugh, Justina <Fugh.Justina@epa.gov> 
Subject: RE: Meeting for Ethics Follow-up Questions 

Hi Michael, 

Do you still have an open window at 2pm today? We don't mind coming to your office again 
(3315N). Unless we hear differently, we will drop by then. 

Thanks, 

Shannon 

Shannon Griffo 

Ethics Attorney 
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Office of General Counsel, Ethics 

U.S. Environmental Protection Agency 

(202) 564-7061 

Griff 0. Shannon@epa.gov 

From: Dourson, Michael 
Sent: Wednesday, November 15, 2017 8:09 PM 
To: Griffo, Shannon <Griffo.Shannon@epa.gov> 
Cc: Fugh, Justina <Fu_gh.Justina@epa.gov> 
Subject: Re: Meeting for Ethics Follow-up Questions 

Shannon 

Sorry, just got your email, as I was in meetings all day. Tomorrow is not much better, but I do 
have a window open up at 2 pm? Your place? 

Cheers! 

Michael 

Sent from my iPad 

On Nov 15, 2017, at 11:55 AM, Griffo, Shannon <Griffo.Shannon@epa.gov> wrote: 

Hi Michael, 

Justina and I have some follow-up questions related to your recusal that we need to address 
before we can send our ethics responses to the SEPW letter. Do you have any time today to 
chat? 
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Thanks, 

Shannon 

Shannon Griffo 

Ethics Attorney 

Office of General Counsel, Ethics 

U.S. Environmental Protection Agency 

(202) 564-7061 

Griffo.Shannon@epa.gov 
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To: 
From: 
Sent: 
Subject: 

Beck, Nancy[beck.nancy@epa.gov]; Bertrand, Charlotte[Bertrand.Charlotte@epa.gov] 
Dourson, Michael 
Mon 11/20/2017 6:58:18 PM 
SNURs 

Nancy and Charlotte 

Do you need me for tomorrow's SNUR meeting at 1 pm? If not, I plan to attend the EPA PFOA 
meeting. 

Cheers! 

Michael. .. 

... L. Dourson, PhD., DABT, FATS, FSRA 

Senior Advisor to the Administrator 

U.S. Environmental Protection Agency 

dourson.michael@epa.gov 

202-564-2463 

www.epa.gov 
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To: Beck, Nancy[Beck.Nancy@epa.gov] 
Cc: Keigwin, Richard[Keigwin.Richard@epa.gov]; Keller, Kaitlin[keller.kaitlin@epa.gov]; Bertrand, 
Charlotte[Bertrand.Charlotte@epa.gov]; Wise , Louise[Wise.Louise@epa.gov] 
From: Dourson, Michael 
Sent: Tue11/28/201710:05 :54AM 
Subject: Re: ICYMI- glyphosate 

Nancy 

Have our ORD colleagues been contacted for concunence on revised OPP position? 

Cheers ! 

Michael 

Sent from my iPhone 

On Nov 27, 2017, at 9:38 PM, Beck, Nancy <Beck.Nancy@epa.gov> wrote: 

https:/ /mobile .nytimes.com/201 7 /I l /2 7 /business/ eu-glyphosate
pesti ci de. htm 1? 1=0&refere1=https://www.google .com/ 

ancy B. Beck, Ph.D., DABT 
Deputy Assistant Administrator, OCSPP 
P: 202-564-1273 
M:[ Ex. 6 . Personal Privacy .I 
Beck.Nancy@epa.gov 
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To: 
From: 
Sent: 
Subject: 

Beck, Nancy[beck.nancy@epa.gov] 
Dourson, Michael 
Thur 10/19/201711 :10:53 PM 
RE: Peer Review 

Another nice note . .. 

From: Beck, Nancy 
Sent: Thursday, October 19, 2017 8:08 AM 
To: Barone, Stan <Barone.Stan@epa.gov>; Zarba, Christopher <Zarba.Christopher@epa.gov> 
Cc: Bertrand, Charlotte <Bertrand.Charlotte@epa.gov>; Wise, Louise <Wise.Louise@epa.gov>; 
Dourson, Michael <dourson.michael@epa.gov> 
Subject: Peer Review 

Stan and Chris , 

I've mentioned to you both the idea o{i Ex. 5 - Deliberative Process i r·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·• ............... .............. _. ___ , _____ .. _. _____________________ .. _. _______ . ___________ . ______________ . _________________ .. _. ____ __________ ._~ 
i . 

Ex. 5 - Deliberative Process j 
! 

' ; 
j , • •• •• • • •• , • •• , • , • ••, • •• , • •• •• , • •• , • •• , • , • •• , • •• , • •• •• •• •• , • • • ••, • •• , • •• , • •• •• • • • • , • •• •• •• , • , • •• • • ••, • , • •• , • •• , • •• •• , • •• • • •• •• , • •• , • •• , •• • ••, • •• •• •• •• , • •• • • •• •• , • •• , • •• ••, • •• , • •• , • • • •• , w•• , - •• •• , • •- •-•• •-• • •-, w•• , -• • •-, j 

Please let me know if you have any questions . 

Thanks, 
Nancy 

************************************************************* 

Nancy B. Beck, Ph.D. , DABT 

Deputy Assistant Administrator 

Office of Chemical Safety and Pollution Prevention 

P: 202-564-1273 
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M Ex . 6 · Personal Privacy ! 
L--·-·-· -·-. -·-·-· -·-. -·-·-·-·-, -·-. _; 

beck.nancy@epa.gov 
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Cc: Beck, Nancy[Beck.Nancy@epa.gov]; Wise, Louise[Wise.Louise@epa.gov]; Bertrand, 
Charlotte[Bertrand. Charlotte@epa.gov]; Henry, Tala[Henry. Tala@epa.gov] 
To: Morris, Jeft{Morris.Jeff@epa.gov] 
From: Dourson, Michael 
Sent: Tue 11/14/2017 2:38:45 PM 
Subject: Fwd: PFOA 
Emmett 2006 JOEM Community exposure to PFOA.pdf 
ATT00001.htm 

Jeff 

Thanks for the heads up on enX. I also have been sending around the attached study which 

Cheers! 

Michael 

Ex. 5 - Deliberative Process 

Sent from my iPad 

Begin forwarded message: 

From: "Dourson, Michael" <dourson.michael@epa.gov> 
Date: November 14, 2017 at 7:53:22 AM EST 
To: "Rodan, Bruce" <rodan.bruce@epa.gov>, "Flowers, Lynn" <Flowers.Lynn@epa.gov> 
Cc: "Beck, Nancy" <beck.nancy@epa.gov>, "Bertrand, Charlotte" 
<Bertrand. Charlotte@epa.goy>, "Ohanian, Edward" <Ohanian.Edward@epa.gov> 
Subject: FW: PFOA 

Bruce and Lynn 

I understand that you both are involved with PFOA issues. Attached is the study on PFOA 

Ex. 5 - Deliberative Process 

The Office of Chemical Safety and Pollution Prevention senior staff and I are looking 
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forward to a briefing from OW on their health advisory. We would be more than happy to 
let you know when this is occurring, if you have not already been brought up to speed on 
this. 

Cheers! 

Michael. .. 

... L. Dourson, PhD., DABT, FATS, FSRA 

Senior Advisor to the Administrator 

U.S. Environmental Protection Agency 

dourson.michael@epa.gov 

202-564-2463 

www.epa.gov 
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Published in final edited form as: 
J Occup Environ Med. 2006 August; 48(8): 759±770. doi:l0.1097/0l.jom.0000232486.07658.74. 

Community Exposure to Perfluorooctanoate: Relationships 

Between Serum Concentrations and Exposure Sources 

Edward Anthony Emmett, MD, Ms1, Frances Susan Shofer, PhD1, Hong Zhang, MD,MPH2, 
David Freeman, Ms3, Chintan Desai1, and Leslie Michael Shaw, PhD1 
1University of Pennsylvania, School of Medicine, Philadelphia, PA 

2Grand Central Family Medicine, Parkersburg, WV 

3Decatur Community Association, Cutler, OH 

Abstract 

Objective-To determine serum [PFOA] in residents near a fluoropolymer production facility: 
the contributions from air, water and occupational exposures, personal and dietary habits, and 
relationships to age and gender. 

Methods-Questionnaire and serum PFOA measurements in a stratified random sample and 
volunteers residing in locations with the same residential water supply but with higher and lower 
potential air PFOA exposure. 

Results-Serum [PFOA] greatly exceeded general population medians. Occupational exposure 
from production processes using PFOA and residential water had additive effects, no other 
occupations contributed. Serum [PFOA] depended on the source of residential drinking water, and 
not potential air exposure. For public water users the best-fit model included age, tap water drinks 
per day, servings of home-grown fruit and vegetables, and carbon filter use. 

Conclusions-Residential water source was the primary determinant of serum [PFOA]. 

INTRODUCTION 

Fluoropolymers are used in a variety of industrial and consumer products, including 
protective coatings for carpets and apparel, consumer housewares, paper coatings, 
electronics, insecticide formulations, surfactants, aerospace and other applications. 

Perfluorooctanoate (PFOA, CF3, (CF2)6 coo-, CAS No 3825-26-1) has commercial use 
primarily as ammonium perfluorooctanoate, an essential surface-active agent in the 
production of various fluoropolymers, including tetrafluoroethylene. PFOA is a contaminant 
in other fluorochemicals and telomer products (1 ). According to manufacturers, it is 
typically not present in finished consumer articles. Ammonimn perfluorooctanoate is fully 
dissociated into the anion form, perfluorooctanoate, in environmental media and biological 
fluids. 

Organofluorine compounds behave very differently to the more widely studied 
organochlorines and organobromines and have unusual partitioning properties (2). 
Perfluorofatty and perfluorosulfonic acids, particularly PFOA and perfluorooctane sulfonate 

Address for correspondence and requests for reprints to, Edward A. Emmett, MD, Occupational Medicine, Silverstein Pavilion, 
Ground Floor, 3400 Spruce St., Philadelphia, PA 19104-4284. Telephone: (215) 349-5708. Fax: (215) 662-4430. 
emmetted@mail.med.upenn.edu. 
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(PFOS), are now found ubiquitously in marine animals inhabiting widely spread 
geographical biospheres (3) and in human serum from widely disparate groups (4--7). PFOA 
and PFOS persist in the environment and resist biological, environmental or photochemical 
degradation (3M 2001). They have no known natural sources (8). 

In the general US population, median serum PFOA values are around 4 to 5 ng/mL, 
occasional values are above 20 ng/mL (4,5,9) with no significant gender differences. 
Analyses of blood samples from residents near Washington County, Maryland found a 2-
fold increase in serum PFOA levels between 1974 and 1989 (6). Kannan et al (7) have 
reported differences in blood serum PFOA levels among populations from different 
countries. 

PFOA toxicology has recently been reviewed (I). PFOA is well absorbed by rats following 
both oral and inhalation exposure. Fecal excretion in male rats is increased by feeding 
cholestyramine resin, suggesting enterohepatic circulation (10). Dermal penetration is 
significant in rats but is low to negligible in hmnans (11). In rats, PFOA is a peroxisome 
proliferator activated receptor (PP AR) agonist causing liver toxicity (12, 13) with 
hepatomegaly and hepatic necrosis, and biochemical effects characteristic of PPAR agonists 
(14). PFOA promotes liver carcinogenesis in rats (15), and causes Leydig-cell testicular 
tumors and acinar cell pancreatic tumors (16, 17), through non-genotoxic mechanisms 
(18,19) with questionable human relevance. The human half-life ofPFOA was between four 
and five years for retirees with previous heavy occupational exposure (20), much longer 
than in laboratory animals. 

Control of human exposure to PFOA has been limited by the lack of information on sources 
and pathways. As the US Environmental Protection Agency states: "At present, there aren't 
any steps that EPA recommends that consmners take to reduce exposure to PFOA because 
the sources of PFOA in the environment and the pathways by which people are exposed are 
unknown. The limited geographic locations of fluorochemical plants making or using the 
chemical suggest that there may be additional sources of PFOA in the environment and 
exposures beyond those attributable to direct releases from industrial facilities. But whether 
human exposures are due to PFOA in the air, the water, on dusts or sediments in dietary 
sources or through some combination of routes is currently unknown" (21). 

PFOA has been used in the manufacturing offluoropolymers at a facility in Washington, 
WV since 1951. Potential airborne PFOA exposure was modeled using information on 
releases from the plant, meteorological conditions and topography. The wind rose-map, 
which shows the frequency and strength of winds from different directions, for the plant 
indicates the primary wind direction, toward the north/northeast, would carry airborne 
emissions into neighboring Ohio. PFOA was also released to the Ohio River, adjacent to the 
plant, as well as disposed in landfills and surface impoundments in the vicinity. According 
to the facility, total PFOA emissions from the facility have been reduced from 87,000 lbs 
(31,000 air, 56,000 water) and 80,000 lbs (31,000 air, 49,000 water) in 1999 and 2000 
respectively, to 11,000 lbs (6,000 air, 5,000 water) and 1,700 lbs (200 air, 1,500 water) in 
2003 and 2004 respectively. 

PFOA has been detected in public and private drinking water supplies near the facility. The 
highest levels reported in public water supplies in the US to date have been in the Little 
Hocking water system, in operation since 1968, which draws water from wells across the 
Ohio river from the facility. The average [PFOA] in Little Hocking system distribution 
water for 2002-2005 has been 3.55 ng/mL (range 1.5 ng/mL to 7.2 ng/mL). 

The objectives of the present study were to measure serum PFOA levels in a stratified 
random sample of the population served by the Little Hocking water service to determine: 

J Occup Environ Med. Author manuscript; available in PMC 2011 February 14. 
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how the serum PFOA levels compared with levels measured in other populations; the 
relative contributions of air and water exposure to serum PFOA levels; and to determine the 
effects, if any, of demographic variables, occupational exposures, personal habits, use of 
water filters and dietary factors such as the ingestion of locally-harvested game and fish and 
of homegrown vegetables. 

MATERIALS AND METHODS 

Eligibility Criteria 

Eligibility criteria for participation in the study were: 

• Residence in the area serviced by the Little Hocking Water Association for at least 
the past two years, as of July 2004 

• Ages two or older (changed to ages four or older after the study commenced to 
minimize participant discomfort) and 

• Not known to have a bleeding disorder (in order to diminish any risk from 
phlebotomy). 

Selection of Households for Sampling Frame 

Two populations of residents were identified for participation in the stratified random 
sampling. One population represented those whose residence was potentially exposed to 
PFOA in both air and water, the other whose residence was potentially exposed to PFOA in 
water but had very minimal potential for exposure in air. The sampling randomly selected 
households from each of these strata. 

To identify areas where there was higher exposure to PFOA in the air, we used an air 
dispersion model that estimated the air concentration for PFOA emanating from the PFOA 
source plant. Inputs into the air dispersion model included the amounts of air emissions for 
the plant, wind velocities, and topographic contours. The air concentrations had been 
modeled for years 2002 & 2003 on an annual basis; the model produced very similar results 
for each of these years. To identify areas in the Little Hocking water service distribution 
area, a map of the water distribution system was obtained for the Little Hocking water 
service. The potential air and water exposure group comprised all those who had resided for 
at least two years in the water distribution system area of the Little Hocking water service 
and also within the contour line representing 0.2 µg/m3 PFOA in the air as a yearly average 
for 2002. These households were all located in portions of Zip Codes 45714 (Belpre) and 
45742 (Little Hocking). 

The potential water exposure group comprised residents who had resided for at least two 
years in the water distribution system area of the Little Hocking water service but in an area 
where air exposure to PFOA from the facility was negligible. The selected study area was 
zip codes 45724 (Cutler), and 45784 (Vincent). These areas were all at least several miles 
outside the lowest air concentration contours derived from the air dispersion model. Figure 1 
shows the location of the residence areas for both the potential air and water exposure and 
the potential water only exposure zones. 

To identify households and residents in the zip codes of interest, demographic and other 
information was purchased from www.infousa, a proprietary database of detailed 
information on US consumer households compiled from thousands of public sources. The 
items used to select invitees were names of head ofhousehold, street address, city, state, ZIP 
Code, and length ofresidence. 

J Occup Environ Med. Author manuscript; available in PMC 2011 February 14. 
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Selection of Stratified Random Sample-For the area identified as having both air 
and water exposure 95 households in the www.infousa database met the requirements, all 
were invited to take part in the study. These included households with measured PFOA 
levels in potable well-water, measured by the Ohio Department of Environmental Protection 
and households using Little Hocking Water Association water. For the area identified as 
having only water exposure to PFOA, a stratified random sampling of households was 
performed, resulting in the selection of 342 households. All members of selected households 
who met the study eligibility criteria were invited to participate. 

Invitations to participate-Invitation letters were sent from the University of 
Pennsylvania to each selected household. Ifno response was received, a second mailing was 
sent. If there was still no response after approximately 10 days, a telephone call was made to 
the household by staff of the Decatur Community Association. No participant chose an 
option for anonymous participation. On the weekend prior to the mailing of the invitation 
letter, a flyer was placed in the area weekend newspaper to announce that invitation letters 
were forthcoming. The principal local newspaper, the Marietta Times, independently wrote 
an editorial encouraging those selected to consider participation. 

Community Volunteer Group-Because of great community interest, a lottery was 
conducted to select an additional sample of invitees from households that volunteered to 
participate in the study in response to a newsletter notice. Those households that met study 
criteria including residing in one of the areas used for stratified random sampling were 
included in the lottery. 

Administration of Questionnaires 

Administration of questionnaires and collection of blood samples were performed between 
July 2004 and February 2005, in nearby Parkersburg, WV. The questionnaires were 
developed and revised after review by the members of the C01mnunity Advisory Committee 
and an expert panel from the US EPA. The Community Advisory Committee, convened by 
the Decatur Community Association, comprised representatives of the townships in the 
Little Hocking Water Association Service District, representatives from the Ohio and US 
EPA, the Warren School District and the County Health Commissioner. Prior to finalization, 
the questionnaires were pilot tested on a representative group of 20 individuals from similar 
Southeastern Ohio or Western West Virginia communities, who did not live in the Little 
Hocking Water Association District. 

Trained interviewers administered all questionnaires. Only one person from each household 
supplied household information. The household questionnaire elicited information to ensure 
that participants met the eligibility criteria, demographic information on eligible 
participants, household contact information, and sources of residential drinking water 
[private well, water district, cisterns, bottled water, hauled water, etc.], use of a home water 
filter, and water source and estimated usage for cooking, canning, and reconstituting canned 
soups and frozen juices. 

All adults 18 years and older were administered the adult questionnaire that elicited 
demographic infonnation, diet (including consumption of vegetables or fruit grown in your 
garden, meat or game grown locally, and fish caught locally), health conditions (liver, 
thyroid, bleeding disorders), current medications, current occupational or school if a full
time student, employment (including at a facility using PFOA, visiting or processing waste 
from that facility, work as a firefighter, in carpet cleaning or retreating carpets or rugs, or in 
professional carpet installation), and smoking and alcohol habits. 

J Occup Environ Med. Author manuscript; available in PMC 2011 February 14. 
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All children were administered a questionnaire that was similar to the adult questionnaire 
except that the questions about occupation and about smoking and alcohol habits were 
omitted. 

Collection and Assay of PFOA Acid in Serum 

Specimen collection-Twenty rnls of blood were drawn into red-topped Vacutainer tube 
for PFOA analysis, immediately centrifuged, and the resulting serum was transferred to 
polypropylene aliquot tubes, labeled and shipped on dry ice to the analysis laboratory 
(Exygen Research) where it was stored at -80 °C pending analysis. 

Standards and chemicals-The standard for perfluorooctanoic acid (99.2%) was 
obtained from Oakwood Products, Inc (West Columbia, SC) and characterized by DuPont 
(Newark, DE). Analysis by 19F NMR confirmed that the PFOA standard contained 98.7% 
straight chain PFOA and 0.53% branched PFOA isomers. The internal standard, [l,2- 13C]
PFOA(C6F 13CF213CO2H, 13C-PFOA) (96.4%) was provided by DuPont (Newark, DE). 

Chemicals and reagents used in the sample preparation procedure or in the mobile phase 
were ofreagent grade and were obtained from VWR Scientific (Bridgeport, NJ) and Sigma
Aldrich (St Louis, MO). Solvents used for the mobile phase (acetonitrile, water) were of 
HPLC grade and were obtained from EM Science (Gibbstown, NJ). The control human 
serum was purchased from Lampire Biological Laboratories, Inc (Pipersville, PA) and 
stored frozen at -20 °C. This fluid was used for the preparation oflaboratory quality control 
samples with spiked-in PFOA. 

Chromatographic and Mass spectrometric conditions-PFOA was analyzed 
through HPLC/tandem mass spectrometry by a slight modification of the method of Flaherty 
et al (22). 

Standards, sample preparation and calibration-Controls and study subject samples 
were added 300 µL of acetonitrile. The samples were thoroughly mixed by vortexing, 
centrifuged and 5 µL of the cell- and protein-free supernatant used for analysis by the HPLC 
tandem mass spectrometer system. A 7-point calibration curve was analyzed throughout the 
analytical sequence for the fluorocompounds. The calibrators included normal human serum 
spiked with 0.5, 1, 5, 10, 20, 50, and 100 ng/mL of PFOA. The instrument response versus 
the calibrator concentration was plotted for each point. Linear regression with 1/x weighting 
was used to determine the slope, y-intercept and coefficient of determination (r2). 

Calibration curves were deemed acceptable ifr2 .:: 0.985. This is the external standardization 
method used for the determination of PFOA in the set of 408 samples described in this 
study. For samples with PFOA concentrations> 100 ng/mL, the sample was diluted in 50:50 
methanol/water and re-run. In addition the analysis of PFOA was done using 13C
perfluorooctanoic acid as an internal standard for a randomly selected set of35 of the 
samples in order to certify that the external standardization method used provided equivalent 
PFOA concentration values. For these analyses the internal standard was mixed in 
acetonitrile at a concentration of 1 ng/mL. As described above for the externally 
standardized assay for sample preparation: to 100 µL of standards, controls and study 
subject samples was added 300 mL of acetonitrile containing the internal standard and the 
cell-and protein-free supernatants prepared as above. On comparison of the externally 
standardized with the internally standardized sets ofresults on the 35 selected samples, 
linear regression analysis showed excellent agreement between the two calibration 
procedures: Y(IS) = l.073±0.0229*X(ext std) - 0.385±0.468; r2=0.985; Sy·x=l.54. 

J Occup Environ Med. Author manuscript; available in PMC 2011 February 14. 
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Matrix spike samples and duplicate sample assays--One matrix spike for every 20 
samples was prepared by adding a known concentration of the PFOA to the study subject 
serum sample for the purpose of assessment of the method's accuracy throughout the set of 
study subject serum samples. The mean PFOA recovery for these spiked samples was 95% 
with an SD of 16.2%. In addition, one sample of every l O was extracted and analyzed in 
duplicate in order to provide an assessment of the method's precision throughout the set of 
samples. The average between assay %CV for PFOA duplicates was 5.7%. The lower limit 
of quantification of this method is 0.5 ng/mL. Validation of this LLOQ was conducted with 
replicate spiked samples of human serum with PFOA spiked into the samples at 0.5 ng/mL, 
the concentration of the lowest calibrator for this assay. The mean recovery± SD was 101 + 
2.7%. 

Serum [PFOA] Philadelphia Volunteer Group-To help ensure that published general 
population serum PFOA levels were suitable for comparison purposes under the 
circumstances of the study, we identified a comparison group of30 volunteers from the 
Philadelphia area. The Philadelphia volunteers, staff and students at the Hospital of the 
University of Pennsylvania, were paid $20 each to participate. Their mean age was 34.3, 
range 20-56; there were 9 men and 21 women. None identified previous or current 
occupational exposure to PFOA. Blood from these individuals was drawn, handled spun, 
stored, shipped and analyzed for PFOA in an identical manner to the blood obtained during 
the study. The mean serum PFOA levels for the Philadelphia comparison group was 6 ng/ 
mL, IQR 5-10 ng/mL consistent with published values for the US population (4,5,6). 

[PFOA] Water Sampling and comparison to serum levels 

The concentration of PFOA in finished water in the Little Hocking water system has been 
measured approximately quarterly from 1/22/2002 to 5/18/2005 by the Ohio EPA. Fourteen 
measurements were available for this period, results before 11/29/04 had been reported as 
aimnonium perfluorooctanate (APFO), and as PFOA from that date. PFOA concentration in 
private residential well water was publicly available for 9 individuals for whom private well 
water was their only reported source ofresidential drinking water. In one instance, 6 
samples had been taken at regular intervals from 2002 through 2005. For this well, the 
values obtained were averaged to obtain a mean level over the period. For the remaining 
wells only one sample had been analyzed from a single point in time. The average PFOA 
concentration in Little Hocking system distribution water from January 2002 until May 2005 
was 3 .55 ng/mL (range 1.5 ng/mL to 7 .2 ng/mL ). For private wells used by study 
participants, PFOA concentrations ranged from not detectable (<0.010 ng/mL) to 14.0 ng/ 
mL. 

Statistical Analysis 

To determine if serum PFOA levels differed by dietary or personal habits, water source, 
water usage, occupational exposure, etc., preliminary data analyses included the t-test for 
binary predictors or the analysis of variance (ANOVA) for greater than 2 exposure 
categories. Adjustment for multiple comparisons were made using Tukey-Kramer. To check 
the assumptions of the statistical approach used, various analyses were rerun with the exact 
test using Monte Carlo. Results were similar to that of the ftest. Subsequent higher order 
analyses included analysis of covariance adjusting for age. Final multivariate analysis to 
assess the independent contribution of multiple variables was a generalized estimating 
equation (GEE) to adjust for household cluster. Only variables associated with serum PFOA 
levels on univariate analysis with a probability <.10 were included. To determine model of 
best fit, both forced entry and backward elimination were employed. All analyses were 
performed using SAS statistical software (Version 9.1, SAS Institute, Cary NC). A p<.05 
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was considered statistically significant. Serum PFOA levels Serum [PFOA] are presented as 
mean, median, and interquartile range (IQR). 

To examine the effect of demographic variables (age, gender, duration lived at current 
residence) we excluded the 18 participants who reported substantial occupational exposure 
(defined below) to PFOA. To examine the effects ofnumber of glasses of drinking water per 
day, use of a residential water filter and of dietary exposures we included only those 
residents whose sole source ofresidential drinking water was Little Hocking water system 
water. Only individuals who designated a single source ofresidential drinking water, and 
who did not have substantial occupational exposure to PFOA were included in these 
analyses. 

Human Subjects Approvals 

RESULTS 

The study was approved by the Institutional Review Board (IRB) of the University of 
Pennsylvania. The study was voluntary and informed consent was obtained for all 
participants prior to any study. Minors under the ages of 17 were encouraged to give 
infonned assent whenever feasible. A Certificate of Confidentiality was obtained from the 
NIH to ensure maximum protection of personal information and results. 

A partnership between the University of Pennsylvania School of Medicine, The Decatur 
Community Association, a local community association in the Little Hocking water service 
area, and Grand Central Family Medicine in Parkersburg WV, a local health care provider, 
conducted the study through a grant from the Environmental Justice Program ofNIEHS. 
The community was involved at all stages of the study. A local health-care provider 
informed each participant of his or her personal PFOA results together with any necessary 
explanation. 

Response and Participation Rate 

Stratified Random Sample-343 individuals from 169 households participated in the 
phlebotomy and questionnaire administration. One subject withdrew from the study, 6 
subjects could not donate sufficient blood, one subject did not complete the questionnaire, 
and 11 subjects did not meet eligibility criteria because their household water service was 
received from a water system other than the Little Hocking Water Association. Accordingly, 
data was available for analysis from 324 subjects from 161 households selected through the 
stratified random selection process. The participation rate by location of household mailing 
address is given in Table 1. 

Response and Participation - Community Volunteer Group-100% of the 37 
households selected by lottery participated in the phlebotomy. However, 2 individuals from 
2 households did not complete the questionnaire and were excluded from further analysis. 
Thus data from 54 individuals from 35 households was included in the final analysis. The 
racial and ethnic composition of both participants and volunteers was predominantly white 
non-Hispanic (97%, N=367), reflecting the composition ofWashington County, Ohio. 

Role of Occupational Exposure 

We established criteria for substantial occupational exposure to PFOA of: at least one years' 
work in a production area within a facility in which PFOA was used in the production 
process; with the last such occupational exposure within the previous IO years. Seventeen 
individuals from the stratified random sample, and one from the local volunteer sample met 
this definition for substantial occupational exposure. All had received their occupational 
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exposure to PFOA in the same fluoropolymer manufacturing facility located in Washington, 
WV across the Ohio River from the study area. An additional 48 individuals reported past or 
current potential occupational exposure to PFOA as follows (individuals can be represented 
more than once): 18 individuals had worked in a fluoropolymer manufacturing facility in a 
non-production area, at the fluoropolymer production facility in a production area for less 
than one year total and/or more than ten years ago, or in a job for another employer that 
required visits to the fluoropolymer production facility, so did not meet the criteria for 
substantial occupational exposure; 8 individuals had worked in a job involving waste 
disposal or waste processing from the fluoropolymer manufacturing facility; 29 individuals 
had worked as firefighters (volunteer, military, as a company employee or paid) and 13 
individuals had worked in carpet cleaning, retreating carpets or rugs, or in professional 
carpet installation. Compared to the no exposure group, none of these occupational exposure 
groups had statistically significant elevated serum PFOA levels (p>.05) (Table 2). Among 
those with potential occupational exposure, the highest median values were observed for 
firefighters. However, these values remained well below the concentrations of the 
substantial occupational exposure group. Since none of these groups had significantly 
elevated serum PFOA levels they were aggregated into one group (potential exposure) for 
statistical analysis purposes. 

When comparing substantial, potential, and no occupational exposure groups, the substantial 
occupational exposure group had a significantly higher median serum PFOA levels of775 
ng/mL than the potential exposure (388 ng/mL), and no occupational exposure groups (329 
ng/mL) (p=.0002, p<.0001 respectively, Table 2). 

As a result of this finding, the substantial occupational exposure group was removed from 
further analysis of PFOA exposure in the community. Since the serum PFOA levels for the 
potential exposure group were not different from the rest of the community, they were 
included in subsequent analyses of community exposures and treated for purposes of 
analysis as residents without substantial occupational exposure. 

Role of Community Air Exposure: Serum [PFOA] by Community of Residence 

The median serum PFOA level in the combined two areas with highest potential air 
exposure (Little Hocking and Belpre) was 326 ng/mL, compared to 368 ng/mL in the 
combined two areas with a potentially minimal contribution from PFOA through air 
pollution (Cutler and Vincent) (Table 3). This difference was not statistically significant (p=. 
32). 

Additionally, the inclusion oflocal volunteers made no appreciable difference to the results 
(Table 3). Because of the similarity of serum PFOA levels in each community regardless of 
air pollution or the inclusion of volunteers, all communities and samples were combined in 
the subsequent analyses to examine the effects of water exposure on [PFOA]. 

Role of Exposure in Water: Serum [PFOA] and Primary Source of Residential Drinking 
Water 

With regard to water exposure, the highest median serum PFOA level (374 ng/mL) was 
found for the group who used only Little Hocking system water as their residential drinking 
water source (Table 4). The lowest was found in those who currently used only bottled and/ 
or cistern and/or spring water as the source of their residential drinking water. The serum 
PFOA levels in those who used bottled, spring or cistern water was significantly lower than 
those in both the Little Hocking water system only and the mixed Little Hocking plus 
another water source groups (p= .0004, and p= .007 respectively. The serum PFOA levels 
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for those who used Little Hocking water system water only and the mixed Little Hocking 
and another water source were not statistically significantly different (p= .17). 

The mean serum PFOA levels in those who used any well water as their sole residential 
drinking water source was variable; this group included some of the lowest and some of the 
highest PFOA serum concentrations. 

Relationship between [PFOA] in primary residential water supply and serum 
[PFOA] in residents-Figure 2 presents a graphical relationship between PFOA 
concentrations in drinking water and serum PFOA levels. Three individuals drank from 
wells where the PFOA was not detectable, their average serum PFOA level was 20.8 ng/mL, 
(range 13.6 to 31.4 ng/mL). Six individuals used a private well with measurable PFOA in 
water as their only source of residential drinking water. Although the numbers of individuals 
for whom the PFOA concentration in well water is known is small, there is an apparent 
strong relationship between the level of the serum PFOA levels and the PFOA concentration 
of the drinking water source. 

The median serum/drinking PFOA water ratio residents using only the Little Hocking water 
system was 105 (371/3.55), with an interquartile range between 62 (221/3.55) and 162 
(576/3.55). For the six individuals who used a private well with measured [PFOA] as their 
only source of residential drinking water, the serum/drinking water PFOA ratios ranged 
from 142 to 855. 

Serum PFOA levels and gender, age, years of residence, smoking and alcohol 

Serum PFOA level was not significantly different by gender for participants without 
substantial occupational exposure (p=.32). The median [PFOA] for females was 320 ng/mL, 
IQR 161-509, and for males was 345, IQR 190 to 576. 

Serum PFOA concentrations were highest in those aged more than 60, followed by those 
aged from 2-5, and those aged 51-60 (Figure 3). Participants >60 years were significantly 
more likely to have higher serum PFOA levels compared to participants in all other age 
groups except children 2-5 years old (.0006< p <.02). 

With regard to residence, only participants over 18 years were examined. Years lived at 
current residence was grouped into 2-5 years, 6-10 years, 11-15 years, and> 15 years. Age 
was also found to be correlated with years ofresidence (r= .6). Therefore, age was 
controlled for in the analysis for which no statistically significant association between years 
lived at current residence and serum PFOA levels was found (p=0.7). 

The influence of alcohol consumption (consumption of beer wine or liquor in last thirty 
days) and smoking (current cigarette smoker) were evaluated in all adult participants ages 18 
and over who did not have substantial occupational exposure. No significant association was 
found between serum PFOA levels and smoking (p=0.28) or serum PFOA levels and alcohol 
consmnption (p=0.46) 

Little Hocking Water System Users: Water Usage Variables Affecting Serum PFOA 
Concentrations 

The effect of drinking tap water, eating local fruits and vegetables, meat or fish, or having a 
carbon water filter on serum PFOA concentrations in Little Hocking Water System Users is 
shown in Table 5. With increasing tap water drinks per day (at home or at work), PFOA 
levels increased (p=.004). Particularly, participants who drank 8 or more cups of tap water 
per day (at home or at work) had significantly higher sermn PFOA levels compared to other 
drinking categories (.002 < p < .004). 
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A secondary analysis has been performed, examining air exposure and local vegetable/fruit 
intake. There was no effect ofair exposure on PFOA (p=.16) or the interaction between air 
exposure and local vegetable/fruit intake (p=.73) As a result of the lack of association 
between these 2 variables, air exposure was not included in the GEE model. Similarly, there 
was a statistically significant increase (p=0.0002) in the mean serum [PFOA] associated 
with increasing numbers of weekly servings of fruits and vegetables from a local garden. 
Additionally, there was an increase in serum PFOA with servings of meat or game grown or 
harvested locally (p=.005). No association was found between local fish consmnption and 
serum PFOA concentrations. 

With regard to water filtration systems, residents using only Little Hocking water system 
water as their residential drinking water source were divided into 2 groups: those using a 
home water filter system based on carbon (N=64) and those who had no home water 
filtration system or used a system not known to remove PFOA, or used a system whose type 
and composition could not be verified (N=209). Residents using carbon water filters had 
significantly lower median serum PFOA levels (318 ng/mL), compared with residents using 
Little Hocking System water who did not use carbon water filtration (421 ng/mL) (p= .008) 

Serum PFOA levels and Household Cooking Use of Tap Water 

There was no relationship between sermn [PFOA] and the use of tap water in cooking for 
those households using only Little Hocking water system water (Figure 4). When cooking 
vegetables and pasta, making soups and stews, reconstituting canned soups, reconstituting 
frozen fruit juices and home canning of vegetables and meats were examined, no statistically 
significant relationship with serum PFOA levels was found. However a linear trend of 
increasing serum PFOA levels was observed with increasing use of water for making soups 
and stews and for home canning of vegetables and meats. 

Little Hocking Water System Users: Multivariate Analysis Adjusting for Household 
Clustering 

The model of best-fit included age, tap water drinks per day, fruit and vegetable servings per 
week from your garden, and use of a carbon filter (Table 6). Eating meat and game grown or 
harvested locally was not found to be associated with serum PFOA levels in the multivariate 
analysis. 

DISCUSSION 

We found that median serum PFOA levels in randomly selected residents of the Little 
Hocking water service district ranged from 298 to 3 70 ng/mL, in the order of 60 to 75 times 
the median levels of approximately 5 ng/mL previously described for general US 
populations ( 4,5,6). The majority of serum PFOA levels in these residents exceeded the 
maximmns reported in previous community studies in other geographic locations. For 
example, the range of serum PFOA levels for 645 U.S. adult blood donors was from 1.9 ng/ 
mL to 52.3 ng/mL (4), for 238 elderly volunteers in Seattle was 1.4 ng/mL to 16.7 ng/mL (5) 
and for 598 children from across the US was from 1.9 ng/mL to 56.1 ng/mL (9). The sermn 
PFOA levels for the thirty comparison subjects for the Philadelphia area in our study all fell 
within previously reported normal population ranges. 

Our random sampling of residents in the water district included a number of individuals who 
worked in the production area of a fluoropolymer manufacturing facility located across the 
Ohio River in Washington, WV. This facility is believed to be the primary source of PFOA 
pollution in the area. A recent study of workers at this plant found the median serum PFOA 
level of 490 ng/mL for 259 workers currently working in production areas where PFOA was 
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used (23). We found a median serum PFOA level of774 ng/mL for the 18 workers who had 
worked in the production area at the facility, lived in the Little Hocking water service area, 
and participated in our study. The median serum PFOA level for these 18 individuals was 
284 ng/mL higher than the median reported for all production workers at the facility, 
suggesting a combination ofresidential water and occupational contributions to the PFOA 
body burden. Since all but one of the production workers we studied was selected through 
stratified random sampling, we consider it unlikely that selection bias could explain this 
elevation. Workers from non-production areas of the facility included in our sampling did 
not have significantly increased serum PFOA levels compared with other residents. The 
serum PFOA levels in non-occupationally exposed community residents in the Little 
Hocking water service district approached and frequently surpassed those measured in 
production workers exposed to PFOA at the source fluoropolymer manufacturing plant. 
These results illustrate that body burdens of pollutants sustained through community 
enviromnental exposures are not necessarily less than those sustained through occupational 
exposure. 

We were able to explore other potential occupational exposure contributions to the serum 
PFOA levels. In addition to use in the manufacture offluoropolymers, it has been suspected 
that PFOA may also be a breakdown product of fluorinated telomers. PFOA is used as a 
surfactant or surface treatment chemical in many products, including fire-fighting foams; 
personal care and cleaning products; oil, stain, grease and water repellent coatings on carpet; 
textile leather and paper (21 ). PFOA has had limited use as a fire suppressant. A study of 
PFOA in consumer products identified extractable PFOA in carpet-care solution treated 
carpeting (24). Because PFOA and related fluorinated compounds are currently unregulated, 
there is relatively little available information on the extent of their use. Based on a 
qualitative assessment of potential occupational exposure to PFOA in the Southeastern Ohio 
area, we explored occupational exposure in firefighting, carpet cleaning and carpet 
installation in addition to potential exposure in the disposal or incineration of PFOA and/or 
waste from the fluoropolymer manufacturing facility. We did not observe a significant 
increase in median serum PFOA concentration in any of these occupational groups. It 
remains possible that in a population with less exposure to PFOA from ambient 
contamination, and identifiable contributions to the body burden might be found from one or 
more of these occupational exposures. 

Several observations support the conclusion that the major source of the PFOA in Little 
Hocking water district residents was drinking water. Serum PFOA levels were similar 
whether residents lived in the area proximate to the plant where the air plume would have 
been concentrated, or in an area which had the same water service but was located up to 20 
miles from the plant and where air pollution with PFOA was estimated to be minimal. 
Serum PFOA levels were considerably lower in those residents who were currently using 
only bottled, spring, or cistern water as their drinking water source. Where the primary 
drinking water source was well water, serum PFOA levels varied in proportion with well 
water PFOA levels. 

The median serum/drinking water PFOA ratio of 105 we observed in Little Hocking water 
users likely reflects both high PFOA absorption after oral ingestion and a long half-life of 
PFOA in human blood. In rats, the oral bioavailability of PFOA is approximately 100% 
(25). The senun half-life varies widely by species and sex: several hours for female rats, 
about 7 to 10 days for male rats (25): 20.9 days for male and 32.6 days for female 
cynomolgus monkeys (26). The half-life in humans appears to be much longer. In the one 
set of data that is available, a study of 9 retirees from a fluoropolymer production facility, 
the mean serum PFOA half-life was found to be 4.4 years (20). However, we did not find a 
relationship between serum PFOA levels and length ofresidence in the Little Hocking water 
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district among study participants, all of whom had lived in the area for at least two years. If 
the half-life in the general community is in the order of 4 to 5 years we would have expected 
to fmd a significant relationship with duration ofresidence. Our results thus lead us to 
question whether the serum PFOA half-life in the general community is as long as that 
published for the small retired worker group (20). We expect to have more data on this 
subject from a follow-up study. 

In residents who drank only Little Hocking system water the model of best-fit for serum 
PFOA levels included age, tap water drinks per day, fruit and vegetable servings per week 
from a local garden, and use of a carbon water filter. The finding that PFOA concentrations 
were higher in children aged 5 and below and in the elderly aged over 60 is disturbing, since 
these may represent groups particularly vulnerable to adverse health consequences (27,28). 
The reason for the higher serum PFOA levels in those aged 60 and above is not entirely 
clear, multivariate analysis shows the increased consumption of drinking water in this group 
does not fully explain the observed increase. Both the elderly and those aged 5 and below 
may spend more time at home with exclusive use ofresidential water than working or 
school-age residents. Infants and young children may have proportionately greater exposure 
to water-borne pollutants since they drink more water per kg of body weight than do adults 
(28). The levels in the very young may also represent additional exposures as PFOA has 
been shown to cross the placenta and to be present in breast milk (at approximately 1/10 of 
the serum concentration) in Sprague Dawley rats (29), although comparable studies in 
humans are lacking. We are performing further studies to elucidate PFOA exposures in 
maternal milk and infant formula. A higher serum PFOA level for young children was 
previously observed by Olsen et al (9) who measured PFOA in the serum of 598 children 
aged 2-12 who participated in a nationwide US study of Group A Streptococcal infections, 
645 adult blood donors from 6 US blood bank donation sites, and 238 elderly subjects in 
Seattle participating in a study of cognitive function. The geometric mean serum PFOA 
levels (4.6 ng/mL, 4.2 ng/mL, 4.9 ng/mL respectively) were similar in all groups. However 
in the children there was a statistically significant negative association with age, with the 
highest mean serum PFOA levels noted at age 4 and the lowest at age 12. Our fuilure to find 
gender differences is consistent with previous observations in the US general population. 

The association with the number of servings of fruits and vegetables from the home garden 
was tmexpected. Possible explanations include the use of PFOA containing water for 
cooking, canning and washing fruits and vegetables, PFOA in the raw fruits and vegetables, 
and different dietary and drinking habits in those who consume more homegrown fruits and 
vegetables. We consider it unlikely that PFOA is elevated in raw fruits and vegetables from 
the garden because as a result of the natural rainfall characteristics it is unusual to water 
gardens and fruit trees extensively with residential water in this district. Also the association 
between serum PFOA and servings of fruits and vegetables was not reduced by adjusting for 
residence in the areas with known higher airborne and soil levels of PFOA. We are 
undertaking further studies to better understand the observed association. 

Individuals using carbon-type water filters for residential drinking water had a reduction of 
approximately 25% in median serum PFOA levels compared with those not using a filter. 
This reduction was much less than we have seen for those who drank only bottled, spring or 
cistern water. Because of limited effectiveness, potential reliability problems associated with 
the need to maintain the filter system, and potential health problems associated with the use 
of home filtration systems we do not recommend reliance on home filters to remove PFOA. 
New water filtration products to remove PFOA are currently being pilot tested, with 
prospects of wider use in the near future. 
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The high serum PFOA levels in our study as a result of the relatively high exposure in 
drinking water, may have limited our ability to detect relatively small increases associated 
with contributions from ambient air pollution. Thus we cannot exclude the possibility that 
exposure to PFOA in air could lead to a detectable contribution to the PFOA body burden in 
other populations with minimal water exposure. 

Our finding that the major source of serum PFOA was residential drinking water has helped 
empower those in the community who may choose to lower their PFOA exposure, with a 
view to lowering their body burden. As a result of our preliminary findings that the levels of 
PFOA were abnormally high in residents of the Little Hocking water district, and that the 
major non-occupational PFOA source was residential drinking water, the option of free 
bottled drinking water has been made available through the Little Hocking Water 
Association to those with this water service. More than half of the residents are already 
taking advantage of this offer. In addition, a new water filtration system designed to remove 
PFOA is now planned. We would anticipate that these actions should result in reduced 
serum PFOA levels. We plan to monitor changes in serum PFOA levels in the study group 
over the next eighteen months, to determine the extent of any serum PFOA reductions. 

Identification of water as the major route of community exposure to PFOA in this 
population should encourage efforts to define exposure sources in other populations, and 
should provide a basis for personal and regulatory efforts to reduce human exposure to a 
pollutant which is of concern because of remarkable persistence in both the enviromnent and 
in humans. 
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Figure 1. Map showing the locations of the studied communities and the source facility 
Subjects for the minimal air exposure group were selected from the area shown in yellow, 
subjects for the higher air exposure group from the area shown in red. Residents in both of 
these areas obtained their water from the same public residential water supply. The location 
of the source facility is shown in black. The residents lived in Ohio, the source facility is 
located in West Virginia. The state boundary, the Ohio River, is shown in blue. 
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Figure 2. Relationship of PFOA Concentration in Water Source (Little Hocking & Private 
Wells) to Serum PFOA Levels 
The numbers in parenthesis indicate the number of samples. Although the number of 
observations from persons using only residential well-water source is small, there is a 
marked and statistically significant relationship between the PFOA levels in serum and the 
PFOA concentration in the residential drinking water source. Only subjects 6 years of age or 
older using a single residential drinking water source were included in the analysis. 

J Occup Environ Med. Author manuscript; available in PMC 2011 February 14. 
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....... 
Figure 3. Distribution of Serum PFOA Levels in ng/mL by age 
Residents >60 years had significantly higher serum PFOA levels compared to all other age 
groups except children age 2-5 years old 

J Occup Environ Med. Author manuscript; available in PMC 2011 February 14. 
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Figure 4. Distribution of serum PFOA levels in ng/mL, within householda for cooking tap water 
usageb (Amounts are servings per week) 
a PFOA levels represents average household value 
b Households using Little Hocking water system only 
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Table 1 

Household Participation Rates for Randomly Selected Households by Community. 

Households # Agreeing to # Completing Participation 
Invited to Participate Data Rate 

Participate Acquisition 

Little Hocking 78 45 38 48.7 

Belpre 17 8 7 41.2 

Cutler 101 45 30 29.7 

Vincent 241 115 86 35.7 

TOTAL 437 213 161 36.8 

J Occup Environ Med. Author manuscript; available in PMC 2011 February 14. 
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Table2 

Serum [PFOA] ng/mL by Occupational Exposure Group 

Occupational Exposure 

NO OCCUPATIONAL EXPOSURE 

POTENTIAL OCCUPATIONAL EXPOSURESa 

Firefighter: voluntary, military, company employee or paid 

Non-production area of fluoropolymer facility, in production area not meeting criteria for substantial 
occupational exposure, or requiring visits to facility. 

Carpet cleaning, retreating carpets or rugs, or in professional carpet installation 

Facility processing or disposing fluoropolymer production waste 

SUBSTANTIAL OCCUPATIONAL EXPOSURE [Production area within a facility in which PFOA 
was used in the production process > 1 year and last exposure having occurred within previous 10 years J 

N 

312 

48 

29 

18 

13 

8 

18 

Page 20 

Median Mean IQR 

329 423 175-537 

388 406 168---623 

447 453 236-709 

381 386 125-430 

302 408 191---631 

253 578 115-918 

775 824 422-999 

aSome individuals had more than one potential occupational exposure, therefore N for the potential occupational exposure subgroups does not total 

to 48. 

J Occup Environ Med. Author manuscript; available in PMC 2011 February 14. 
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Table3 

Serum [PFOA] in ng/ml by community area, for randomly selected participants and for all participantsa. 

Community Areas with Randomly Selected Participants 
Higher Expected All Participants 
Contribution from Air (local volunteers and randomly selected) 

N Mean Median IQR N Mean Median IQR 

Belpre 14 321 298 83-533 30 307 244 103-445 

Little Hocking 74 478 327 187-572 92 458 311 175-567 

TOTAL 88 453 326 176-568 122 421 298 155-556 

Community Areas with 
Minimal Expected 
Contribution from Air 

N Mean Median IQR N Mean Median IQR 

Cutler 59 361 316 169-477 70 380 314 185-477 

Vincent 160 439 370 190-570 168 438 370 188-577 

TOTAL 219 418 368 182-555 238 421 361 186-555 

a 18 subjects with substantial occupational exposure were excluded from analysis. 
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Table4 

Serum [PFOA] in ng/ml by primary residential source of drinking watera,h_ All Participants (randomly selected and local volunteers) 

Drinking Water Source N Median Mean IQR Range 

Little Hocking system water only 291 374 448 221-576 7-1950 

Little Hocking system plus bottled or spring 26 320 358 206-370 72-1280 

Bottled and/or cistern and/or spring only• 10 71 154 49-217 12-527 

Well water and well & other 26 79 296 28-155 8-4520 

a Subjects with substantial occupational exposure to PFOA were excluded from these analyses 

b7 subjects did not indicate residential source of drinking water 

* Significantly different from Little Hocking water only (p;.003) and Little Hocking system plus bottled or spring water (p;.05) 
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Table5 

Serum [PFOA] ng/mL, number of tap water drinks per day, consumption of local meat and game, fish, vegetables and fruits and use of carbon water 

filter" 

Factor N Meanb Median IQR pr >t 

0 20 374 301 233-423 <.0001 

1-2 40 324 265 176-438 

Tap water drinks/day 3-4 66 413 370 206-550 

5-8 90 450 373 242-373 

>8 55 565 486 294-486 

0 157 389 329 179-498 0.018 

Local Meat 1-20 49 488 451 246-690 

>20 77 516 424 295-595 

No 273 448 374 221-571 0.8958 
Local Fish 

Yes 18 458 398 290-681 

Fruit and vegetables from your garden 0 133 356 295 174-485 <.0001 

1-20 75 458 420 264-661 

>20 77 571 469 308-802 

Carbon Water Filter"' Yes 64 360 318 170-482 0.0005 

No 209 493 421 258-631 

aLittle Hocking water source only 

bMeans adjusted for age unless otherwise indicated 

cNot adjusted for age 
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Table6 

Results of Application of General Estimating Equations (GEE) 

Parameter Estimate Standard 95% Confidence Lim its z Pr>IZI 
Error 

Intercept 110.54 58.10 -3.34 224.42 1.9 0.0571 

Vegetable and fruit from your garden servings/week 62.31 20.96 21.23 103.39 2.97 0.0029 

Tap water drinks/day 5.93 2.02 1.97 9.88 2.94 0.0033 

Age(yrs) 3.53 1.03 1.50 5.55 3.42 0.0006 

No carbon filter use 104.92 35.86 34.65 175.20 2.93 0.0034 

Note: This analysis includes only participants from households using Little Hocking water system only. Participants with substantial occupational exposure were excluded 
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To: 
From: 
Sent: 
Subject: 

Nancy 

Beck, Nancy[beck.nancy@epa.gov] 
Dourson, Michael 
Wed 11/15/20171 :22:36 PM 
RE: Glyphosate AHS publication 

They appeared to not consider multiple comparisons based on a comment they made on page 7 
of 8, second column, second paragraph, specifically, 

Second, because we evaluated many cancer sites for potential associations with glyphosate use, 
we 

- -·---------··---··-----··---···----- ------ ------------------ ----·· - ·--------·---·· - ·-------···---------···---··- ---- -·---·· ----- -----·---------···---··---·· - ··---·· --------- -·----------------·· - ··---·----- -·----·---··- --------··---·· - ---- •·-,_ 
! ! 

i Ex. 5 - Deliberative Process : ' ; 
l-·-·-·-·--·-·-·-·-·-·· ··-·-·-·-·-·-·-·-•-·•-·-·-·-•-·•-·-·-·-·-·-•-·•-·-·-·-·-·-·-·-·-·-·-•-·•-·-·-·-·-·-·-·-·-·-·-·-·-·-•-·•-·-·-·-·-·-·-·-·-·-·-·-•·-•-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·i 

Cheers! 

Mike 

From: Beck, Nancy 
Sent: Tuesday, November 14, 2017 9:01 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: RE: Glyphosate AHS publication 

Is the methods section not sufficiently clear so that we cant tell what they did? 

Nancy B. Beck, Ph .D., DABT 
Deputy Assistant Administrator, OCSPP 
P: ,202-564-1273 __ _ 
M: i Ex. 6 - Personal Privacy ! 
Be~k.N"ancy@epa'.gov 
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From: Dourson, Michael 
Sent: Tuesday, November 14, 2017 8:53 PM 
To: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: RE: Glyphosate AHS publication 

Nancy 

Nice. But the natural question is l_ ___ ·-·-·-·-·--·-·-·-·-_-·-·-·-______ Ex .. s -. Deliberative_ Process -·-·-·-· - -·-·-·-· - __ ·-·-·-·-·- -·-·-·-· i 
i . . . . . i 

! Ex. 5 - Deliberative Process I 
l. .... ,-.. .. .... .. .... .. . . .. .......... ..... .... .... .... ................ .... .... , ............. .... ................. .............................. ... .... ..... ...... ... .... .... ....................................................... ................. ... ... ..... ..... ... .... . _ .... ............................... ..... ... ............ ............ ..... ... ............. ... .... .... , ............. ... .... ..... ......... .... ... ..... .... .... ..... ,i 

Cheers! 

Mike 

From: Beck, Nancy 
Sent: Tuesday, November 14, 2017 8:46 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: FW: Glyphosate AHS publication 

FYI 

Nancy B. Beck, Ph .D. , DABT 
Deputy Assistant Administrator, OCSPP 
P: 202-564-1273 ., 
Ml Ex. 6 - Personal Privacy ! 
Beck.Nancy@epa.gov 
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From: Keller, Kaitlin 
Sent: Saturday, November 11, 201712:03 PM 
To: Beck, Nancy <Beck.Nancy@epa.gov> 
Cc: Bertrand, Charlotte <Bertrand.Charlotte@epa.gov> 
Subject: Glyphosate AHS publication 

Nancy-you may have already seen this but I just saw this published Thursday. 

Glyphosate Use and Cancer Incidence in the Agricultural Health Study I JNCI: Journal 
of the National Cancer Institute I Oxford Academic: 

https :// academic.oup.com/jnci/article/ doi/10 .1093/jnci/ djx233/ 4590280 

Thanks, 

Kaitlin 

Sent from my iPhone 
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To: 
From: 
Sent: 
Subject: 

Nancy 

Beck, Nancy[beck.nancy@epa.gov] 
Dourson, Michael 
Sun 11/5/201710:19:25 PM 
RE: year-end BiOps 

Ex. 5 - Deliberative Process 

If this were easy, it would have been resolved 20 years ago . .. 

Mike 

From: Beck, Nancy 
Sent: Friday, November 3, 2017 6:09 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: Fwd: year-end BiOps 

Nancy B. Beck, Ph .D., DABT 
Deputy Assistant Administrator, OCSPP 
P: 202-564-1273 
M: i Ex . 6 - Personal Privacy i 
Bc~k. ancy@cpa.gov 

Begin forwarded message: 

From: "Dyner, Mark" <dyner.mark@epa.gov> 
Date: November 3, 2017 at 5:03:09 PM EDT 
To: "Keigwin, Richard" <Keigwin .Richard@epa.gov>, "Echeverria, Marietta" 
<Echeverria.Marietta@epa.gov>, "Beck, Nancy" <Beck.Nancy@epa.gov>, "Baptist, Erik" 
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<baptis t.erik@epa.gov> 
Cc: "Mclean, Kevin" <Mclean.Kevin@epa.gov>, "Perlis, Robert" 
<Perlis.Robert@epa.gov>, "Knorr, Michele" <knorr.michele@epa.gov> 
Subject: year-end BiOps 

Privileged/deliberative/attorney-client communication/do not disclose 

Rick, Nancy, Erik: 

Need to bring you all up to speed on NOAA's & DOJ' s plans regarding the upcoming 
12/31/17 B~Op deadline. Micbele, _Marietta& Ijustgot_off tbe_pbone with ____ OAA.,FWS_& 
DOJ staff. ! Ex. 6 - Personal Privacy 

,-·-·-·-·-·-·-·-·-·-·-·-·-

Ex. 5 -Attorney Client 

Ex. 5 -Attorney Client 

Happy to talk this through with you both if you'd like. Thanks. 
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Mark 

Mark Dyner 

Office of General Counsel 

(202) 564-1754 
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To: 
From: 
Sent: 
Subject: 

Nancy 

Beck, Nancy[beck.nancy@epa.gov] 
Dourson, Michael 
Thur 10/19/2017 11 :10:17 PM 
RE:EDSP 

Very nice note ... 

Mike 

From: Beck, Nancy 
Sent: Thursday, October 19, 2017 8:08 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: FW: EDSP 

FYI, forgot to cc you on this one. 

Nancy B. Beck, Ph.D., DABT 

Deputy Assistant Administrator, OCSPP 

P: 202-564-1273 

M· ; : . j Ex. 6 • Personal Privacy i 
~ • •-• ••• •-••••' • ••' • •• •• •••-• • ••I 

bcck.nancy@cpa.gov 

From: Beck, Nancy 
Sent: Thursday, October 19, 2017 8:05 AM 
To: Barone, Stan <Barone.Stan@epa.gQY>; Richard Keigwin (Keigwin.Richard@epa.gQY) 
<Keigwin.Richard@epa.gov> 
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Cc: Bertrand, Charlotte <Bertrand.Charlotte@epa.gov>; Louise Wise (Wise.Louise@epa.gov) 
<Wise.Louise@epa.gov> 
Subject: EDSP 

Stan and Rick, 

i ! 

1 Ex. 5 - Deliberative Process 
! I 

'·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-· . 

If you both could assign someone to work on this and get back to us by Mid November, that 
would be ideal. 

Please let me know if you have questions or concerns. 

Thanks, 
Nancy 

************************************************************* 

Nancy B. Beck, Ph.D. , DABT 

Deputy Assistant Administrator 

Office of Chemical Safety and Pollution Prevention 

P: 202-564-1273 

M: [_ Ex. 6 • Personal Privacy _l 

bcck.nancy@cpa.gov 
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To: Kaiser, Sven-Erik[Kaiser.Sven-Erik@epa.gov]; Beck, Nancy[beck.nancy@epa.gov]; Hanley, 
Mary[Hanley.Mary@epa.gov]; Wise, Louise[Wise.Louise@epa.gov]; Bertrand, 
Charlotte[Bertrand.Charlotte@epa.gov]; Keller, Kaitlin[keller.kaitlin@epa.gov]; Jakob, 
Avivah[Jakob.Avivah@epa.gov] 
Cc: Bolen, Derrick[bolen.derrick@epa.gov] 
From: Dourson, Michael 
Sent: Tue 10/24/201711:42:22 PM 
Subject: RE: SEPW Minority Letter to Dr. Dourson 
2017 10 24 Letter to Dourson Adviser with QFRs.pdf 

Dear Colleagues 

Here are some draft answers. Of course, please feel free to annotate them as needed. I would be 
more than happy to answer additional questions. 

Cheers! 

Michael 

From: Kaiser, Sven-Erik 
Sent: Tuesday, October 24, 2017 4:53 PM 
To: Beck, Nancy <Beck.Nancy@epa.gov>; Hanley, Mary <Hanley.Mary@epa.gov>; Wise, 
Louise <Wise.Louise@epa.gov>; Bertrand, Charlotte <Bertrand.Charlotte@epa.gov>; Keller, 
Kaitlin <keller.kaitlin@epa.gov>; Jakob, Avivah <Jakob.Avivah@epa.gov> 
Cc: Dourson, Michael <dourson.michael@epa.gov>; Bolen, Derrick <bolen.derrick@epa.gov> 
Subject: RE: SEPW Minority Letter to Dr. Dourson 

OCSPP Team -thanks for handling. For reference, here's a similar exchange regarding 
Susan Bodine (incoming, response and attachments included). Please let me know if 
any questions. Best, 

Sven 

Sven-Erik Kaiser 
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U.S. EPA 

Office of Congressional and Intergovernmental Relations 

1200 Pennsylvania Ave., NW (1305A) 

Washington, DC 20460 

202-566-2753 

From: Beck, Nancy 
Sent: Tuesday, October 24, 2017 4:45 PM 
To: Hanley, Mary <Hanley.Mary@epa.gov>; Wise, Louise <Wise.Louise@epa.gov>; Berh·and, 
Charlotte <Bertrand.Charlotte@epa.gov>; Keller, Kaitlin <keller.kait1in@epa.gov>; Jakob, 
Avivah <Jakob.Avivah@epa.gov> 
Cc: Dourson, Michael <dourson .michael@epa.gov>; Bolen, Derrick <bolen.derrick@ep<LgQY>; 
Kaiser, Sven-Erik <Kaiser.Sven-Erik@epa.gov> 
Subject: FW: SEPW Minority Letter to Dr. Dourson 

Mary, 

Can you take the lead on getting a response drafted? We will likely need assistance from OCIR, 
OGC and OPPT. 

Draft by next Friday? Is that possible? 

Thanks. 

Nancy B. Beck, Ph.D. , DABT 

Deputy Assistant Administrator, OCSPP 

P: 202-564- 1273 

··-. ---·-· -·-· ---. -·-·-. ---·---· ----~ 
I i M: ! Ex. 6 - Personal Privacy j 
··---·-·-·-·-·-·-·-; 

beck.nancy@epa.gov 
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From: Kaiser, Sven-Erik 
Sent: Tuesday, October 24, 2017 3:54 PM 
To: Hanley, Mary <Hanley.Mary@epa.gov>; Beck, Nancy <Beck.Nancy@epa.gov>; Wise, 
Louise <Wise.Louise@epa.gov>; Bertrand, Charlotte <Bcrtrand.Charlotte@epa.gov>; Jakob, 
Avivah <Jakob.Avivab@epa.gov>; Keller, Kaitlin <keller.kaitlin@epa.gov> 
Subject: SEPW Minority Letter to Dr. Dourson 

OCSPP Team - heads up on a letter to Dr. Dourson. I'm checking with OCIR 
management on handling and will let you know as soon as I hear something. Please let 
me know if any questions. Thanks, 

Sven 

Sven-Erik Kaiser 

U.S. EPA 

Office of Congressional and Intergovernmental Relations 

1200 Pennsylvania Ave., NW (1305A) 

Washington, DC 20460 

202-566-2753 

From: Lyons, Troy 
Sent: Tuesday, October 24, 2017 1: 14 PM 
To: Aarons, Kyle <Aarons.Ky}~; Palich, Christian <palich.christian@cpa.gov>; 
Kaiser, Sven-Erik <Kaiser.Sven-Erik@epa.gov> 
Subject: FW: Letter to Dr. Michael Dourson 

From: Ferrato, Margaret (Whitehouse) [mailto:Margaret Ferrato@whitehouse.senate.gov] 



ED_001803B_00003744-4

Sent: Tuesday, October 24, 2017 1:04 PM 
To: Lyons, Troy <lyons.troy@epa.gov> 
Cc: Gaeta, Joe (Whitehouse) <Joe Gaeta@whitehouse.senate.gov>; Leibman, Adena 
(Whitehouse) <Adena Leibman@whitehouse.senate.gov>; Goldner, Aaron (Whitehouse) 
<Aaron Goldner@wbitehouse.senate.gov> 
Subject: Letter to Dr. Michael Dourson 

Hi Troy, 

I hope you're well! Attached is a letter from members of the Environment and Public Works 
Committee to Dr. Dourson. Don't hesitate to reach out with any questions. 

Best, 
Maggie 
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ilnittd 
WASHINGTON, DC 

Michae1Dourson. Ph.D. 
Adviser to the A.d1ninis:tratot · 
Environmental Protection Agency 
J 200J>ennsylvania A. venue NW, 11 OlA 
Washington. D.C. 20460 

Dear·Dr. {)ours.on: 

October 24. 2017 

atr 

lt hEtS come to oll'r attention that yoi1 have recently been appointed to the position of••adviser to the 
administrator" atthe Enviromnental Protection Agency (EPA) while your nomination to serve as 
EPA'sA$sistant•Adrninistrator ofthe Office ofChernicalSatety andPollutionPreventi<>n (OCSPP 
AA) is under consideration by the Senate; This appointment raises several concerns that we 
request you address ~fore .a Fl<>or vo1:e on your nmriination, assuming the Environment and Public 
WotksCommitteeagrees to advanceit. 

Your Appointment.as Adviser to the AdnlJ(listratQt 

The F'cderc1l Vacancies ReformAct ofl 99~ provides~ with limited exceptions, the ''exclusiv:~ 
means fortem.poraril:y authorizing an acting officiaLto perform the functions and duties ofany 
offi.ce ofan Executive agency ... for which appointment is reqllired to be n1ade by the Presi4<mt, 
by anti with the advice ahd consent of ihe Senate,.,.'' 5 U ,S ;C. § 3347. Further, as the Supreme 
Court held in Buckleyv. Valeo. '•any appointee exercising signiffcarit authority pursuanfto the. laws 
of the Un1tcd States is a11 'Officer ofthe United States/ and rnust~ therefore, be appointed in the 
manner prescribed'~ in Article U, SeetfoU2. clause 2 ofthe Constitution. 424 U.S. l, 126 (1976); 
Aceordlngly,it woµld t,e unlawfulfof)'OU to ~S~UUle any of the tlelegateq i:iUthodlies of the 
OCSPP AAbefoi'e the Senate confirms your nomination while servfog as "adviser to the 
administrator/• 

Your appointmentcreates the appearance, and·. perhaps theeff ect~ ofcircumventing the Senate's 
constitutiQnal advh;e and c.tmsent respo11sibi1ity for the position towbiphy9u have ~en 
nominated, Yourimpropednvolvement in EPA decisions could provide grotutds for subjects of 
EPA regulations and oversight to challenge tile legal validity of those decisions in court• To 
ensure your appointment is not violating the Federal Vacancies Reform Act ofl 998, please 
respond to the fo11owing: 

•· Wfo:tt is your official job tide and type of appoi11tme~g.1 non,-carriES, Schedule C, 
administratively-determined)? Who,. if anyone,· are you supervising What is your 

1 See; e.g'., Nalional labor.Relations Boardv;. SWGeneral, 131·s. Ct .. 929 (2017) (vacating an NLRB .unfair labor 
practices complaint because the NLRB general counsel at the time had been appointed in violation of the.Federal 
Vacancies Reform Act); 
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.relationship with the Actfog OCSPP AARyou·havc a:w.rittenjob description, please 
provide a copy. 

Has the Administrator fonnally delegated any duties. of the OCSPP AA to youRhich, if 
any. OCSPP AA dttties have you or fl.re you presently performing? · 

• During your co,nfirmation process, you ent~red into an ethics agreemi;nt that was a_pproved 
by both EPA and the Oflice qf Oovemm.eht Ethi.cs and _presented to the Senate · 
Env.ironme:n.tand Public Works Co.rnmittee. Are_you governed by-the same ethics 
agreement in your current position? Pleas~ provide a cppy of the signed Trump ethics. 
plettge, and copies ·of any \v.aivers to the pledge or recusal statements. 

• Yo~ committed to notifying the Committee of all of your EPA email a,ddresses •-within 
:seven days of using a new-email address, including:any aliases ox pseudonyms." Please 
provide all email addrD. you nave-used since startiJ1g .at EPA and any new ones within 
seven days of their use. 

• You also. committed t9 ••conducti_ng all busine.ss. ustng .official ernail addresses gr other. 
m:eans and to refrain from ariy medh.uns that are outside th~dom·oflnformation Act's 
reach.~• Do you commit tc> do the sam.e-pre'."con:flnnation?· W 

• During previous administrations, senior EPA managers' schedules have been available to 
the public 011 a daily basis. You also committed to "mak[ing yQurJ cah~ndar available on ~ 
ti1:nely basis" when :asked if you would make yoiin:alendars available daily. Given your 
e1'.1ensive work wi.th industries regulated by EPA in the past;-how do you define "~im~ly," 
and i~ t\fC unwilling to coi:nmit t9. making your schedule avai_lable o,n a dnbasis, 
why'Will you make your schedule available while in your ·currei'lt position-Mf' so, how 
frequently? · 

• In your ·ethics letter to ·Kev.in Mitioli, EPA' s designated agency ethics official, you stated 
upon confinnatfon you wo.uld resign fQnn your positions with the· University oi'Cincinnati, 
Toxicology Education Foundation,.and Dou-rson, Dourson, and Fowler. Have·you resigned 
from these positions upon accepting your currenRa ointment as aqviser to the 
.adJ11inistrat~r?- !f so, p_lea~-pr~vide copjes ~-~th tten notjfication .yo.u ~otninirted ~o . 
-send Mr. Mmoh upon temunatmg these pos1t10ns. ave you, as pro1rt1sed m your ethics 
letter, refrain~d from -~p~rtidpat[ing] personally or -subs_t.~tially in .t_my particular matter, 
involving' these entities, or those with which you have a t:>e'rsonal, financial, or professional 
interest., indudh1g North American. Fl~me Ret~dru.-r,liance, Marth~ C. P?urs~n., LLC, 
~nd CteateSpace Independent Pubhshmg Platfonn~ase also provide a Ils:t of all 
patticular matters from which you have.either been recused or foT which you have 
re.qu~sted·waivers in order to eonJinue yourp1=1-rticipation ip. 

Frank R. Lautenberg Chemical Safety {Qr the-Zlst Century Act .and Pollutants 

You decli.ned to answer several questions for the record from m.embe~ pf the Environment an,d 
Pu,bl ic W.orks C,,mmittee due tp lack of fam ii iarity with various issues. or EPA' s perspective on 
them as a nominee-. We-are particularly concerned .about your incomplete. answers to questions 
about the· regulation ofpoll:utants and chemicals, as well.as imp.lementation ofthe frank R. 

2 
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Lautcn:berg Chemical Saf~ty for the 21st Century Act, a b(oad,ly bipartisan bill that will be within 
yout purview i{confnmed .. It has ·bee.n widely_reportod that Nancy Beck; previously of the 
Atnerican Cheinistty Co.uncil, has be.en working behind the. scenes lo undermine the. prutections 
Congress-int.ended in ~his law.2 Yo.ttr prior association with th~ tobµccq indu$hY. and yo.ur 
extensive work for the Ameiican Chemistry .Council and .other chemical manufacturers lod The 
Nely Yark 1'ime.r to deem you a ''sciemist for hire''3 ·ao~i accordingly rai!':i-cs shnilar qonQerns. 

Now that you are "adviser to the administrator;1 we expect that you have familiarized yourself 
with tl;tese issues and can be-more to,rthright in_answe1ing th~ questioJJs we previously asked. For 
example: 

• Of seven questions asked by Senator Carper related to .specific chemicals and how·EPA 
shouid protect people from ex.po-sures to chemicals when setting chemic:.al safety -.stanqards; 
you pi-ovided only five part_ial responses. You did not provide ~II requested infonnation fu 
response totwo questfo11s submitted by Senator·carper that were related to funding st)urc.es 
~nd sponi;_ors Qf \3/".ork. on specific chemicals Lhµ,t was performed ,by TERA. You also. 
refused to answer any of Sen~arper's ei-ght·questions related to implementation of the 
Toxic Substances C.ontrol Ae~ 

• .In response to three questions aske.d by Senator' Wfiitehous·e about EPA's role regulating 
merc~1ry and mercµry con,po1,md;; upder "!'SCA,. you responded that YO"Uc were unawar~ of 
the stahl!Fbfthe agency's work. You declined to respond to Senator WhitehoU:se~s-question 
it'you agreed with'EPA's endangerment finding and instead indicated you ure "not familiar 
with the details· of EPA '.s endang¢m'lent finding and wo.uld need to do more research on t11e 
topic.... You also declined to ans,ver a question trom Senator Whitehouse ~gar.ding how 
EPA should cQier th.e synergistic .effects of chemicals when considering their approval 
under FIFRA. 

• Puring repeated qµestioning by Senator Harris regatdii:ig your ethical and moral 
responsibility to recuse yoursclffi:orrt working on potentiaf conflicts :of'interest,,such as 
regulations pertaining tothe clJ,emi<;al compoµnd perchlorate. you repeatedly indicated that 
you would defer to• thµ guidance Qf the EPA Ethics Office.· In your responses, you declined 
to aekno"ge:that you possess ·the ability to proactively recuse yourself frQm such 
ccmllfots . ..a 

• In response to thr<;..-e. questitins asked by Senator Cardin about EPA~s role r:egulating 
t.ri<;hloroeth,le.ne. methyl~ne chloride., an.<.J N-Methylpyrroli~ under TSCA, yop_responded 
that you were unaware of the status of the agency's work. W 

2 Annie Snider. aod Afex Oui'llen1 EPA s~a.Dei:s, 1hm1p (![ll:ciai C/a,vhed nver NC{~11 Chemict1l Rules, f>'\'lLfflCO, June ;l2~ 
2017,. av-ailable .onliT)c. at:_ http:/twww .politico.com/story/WI 7 /06i'22/tmmp,-epa0energy-chemicals-cl,;1sh-239875. 
3 'A,1r .. 1'ru111p011tdoeN Himse({itt Pick.Ing a Crmflicted Reguh1tor,T1mNEwYomt'T1MES_. Oct. J 8;.20l71 availa.ble 
onHne at: https:/1.www .nytimes.com/2017110/ 17 /opinion/mr-trump-outdoes•himself0 in-plckin,gsa,conflieted
regulator.htmt 

'3 
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We request you provide more.complete answers to the attached questions for the record on toxics 
anct pollutants, i11tbtmed by yoµr cµrrent positio11at BPA, We loQk forward to your prompt 
responses as it will help inform how we engage with your nomination. 

don Whitehouse· 
United States Senator 

Benjamin t. Cardin 
United States Senator 

A . . 

• 
¥ :kley 

United. States Senator 

Tammy D . 'Worth 
United St es Senator 

Sincerely, 

Thomas.R. Carper 
United States Senator 

/?✓✓~~ 
Bernard Sanders . 
United States Senator 

~• · . .-L,. · .. ·· 11-.... •·i•.,.,11 .·••.··A··•·. ·. I. 

~ .. -

4 

KirstenGillibrand 
United States Senator 

... > . ·•· ··. · .. · ·. ~ Edward J. Ml . • • 
United States Senator 

nahi D, Hams 
United States Senator 

• 
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Inadequate Responses to OFRs from EPW Members 

Senator Carper 

Senator Whiiehouse 

1. Pursuant to the overhauled TSCA; EPA tecentiy publisheciits first itwentofy ofnie~ury 
supply, use, and trade in the U.S., wl:tichhavevecyJittle information because it did not 
benefit from the riewteporting requirements .. TSCA requires tha.tBPA pri)mulgate a 
mercuryandmercury. compound reporting rule. by •June 22, 2018 to assist in prepara,ti9n 
of the inve11tQry, the next one of which is ~uinxi to be pµblish® b}'April 1, 2020. 
a .. Do y,m committo·completing.the mercury and mercury· compounds reporting rule by 
the June 22. 20l8 deadline? 

I do not know the status oHhis rulemakingwitbin the Agency. However,if 
confirmed lwUI work to make sure that the TSCA deadline for this rule ean be met. 

b. Do you coriunitto idet1tifying any manufacturing proces$e$ <>r products that 
intentionally add mercury ot mercury comp<>unds a11d :recommend aQtionsto achieve 
further reductions in sµch mercury use in the next inventory and publish that inventory by 
the Apiil 1, 2020 deadline? 

As ,ioted flbclve, ldq not know the status oUhese activities withintbe Agency. If 
confirmed, I will workto understand tbeirstatus and to e11~ure that EPA is meeting 
the deadlines required by the Lautenberg amendments to TSCA. 

2. Mercqry was oti the2012 WQt"kplan Chemical List, bµt was removed from the listin 
2014 because EPAalready knewhowhighlytoxic mercury is, and the Agency indicated 
it would 1>~ U11<;iertaking activities to impl~rrient th~ Minamata Convention on Mercury 
anyway~ Significantly; this action was taken well before the nevi$ed TSCA was enacted. 
Un4er the revisedlaw, to facilitate meeting its Convention obligations to reduce mercury 
use in the ptoduction<>f switches• and ·switches, the ph~ down ofmercury: µse in 
polyurethane production, and to regulate mercucy use .in new products and processes, it 
may he !)f;Cessary for EPA to identify mercury among the. next tO\llld Qf chemi~~ 
prioritized for :action under TSCA. Wm you include mercury:· among the next round of 
chemicals •Pfie>ritized for action under TSCA .. as .. neededto further reduce mercury us.e .·in 
products and processe$, and meet our obligaJfons under the Mit\tU11ata Convention? 

lam not fa.-iliar witll wby D1erc11i'y was remov~ fro.$ the 2014 w9rkplan Ii.st. If· 
confirmed, I will look into this and seekto ensure ·that EPA is taking neeessarysteps 
to further reduce mercury use in prod nets and processes. 

1 
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3. How should. the EPA consider the synergistic effects of chemicals when considering 
approval of these c'hernicals under FIFRA? 

I am not familiar with how synergistic effects are evil,luated currently in the 
pesticides program. If ~on firmed, I will seek to understand this to ensure that EPA's 
approach.is appropriate. 

4. In 2009, as mandated by the Supreme Court and backed by a robust scientific and 
technical review, the.EnvironmentalProtcction Agency produced the F,ndar!gem1ent and 
Cause. or Contribute Find[ngs Jor Greenhouse Gases (OHGs) under Secfam 202(a) of the 
Clean Air Act. It found six. greenhouse gases ~ carbo.n dioxide; methane, nitrous oxide, 
hydrofluotocarbons, perfluorocarbons; and sulfur hexafluoride 0 taken in combination 
endanger both the public health and the public welfare of current and .future generations." 
Do you agree ,vith the EPA's endangerment finding? \Vhy or why not'? 

I am not familiar with .the details of EPA's endangerment finding and would need to 
do more research on the topic before a11sweringthis question. 

Senator lvfw;key 

5. One of the most significant changes made to TSCA m'ider the LCSA was the streamlined 
authority for EPAto require testing of chemicals by order. However, to om· knowledge 
that authority has not yet been used in the 15 m.onths since the law took effect, · 

Given.the importance oftestingto fill data gaps, which is critical to both prioritization 
and risk evaluation -- and :fundamental to a ".risk-based" system, please tell us your plans 
for using the section 4 testing authority and approach for filling data gaps for both 
prioritizittion and risk. evaluation." 

lf con(trmecl, I will seek.to b.ettc.r' unders.ta.nd the Section 4 testing authority under 
TSCA. With this knowledge, I will work to ensure. that it is appropriately used to 
help fill gaps for prioritization and risk evaluation .. 

6. The new law requires EPA to restrict new chemicals where the available data are 
insufficient to address their risks. How will you evaluate the adequacy of data in PMNs? 
What \\rill you do to assure that 11ew c.hemicals are adequately tested? 

l will use.a weight of the evidence approach tha,t consid.ers al• scientific evidence 
and·iliformation.to evaluate PMNs. 

7. The industry has pressured EPA to accelerate the completion of the review period for 
PMNs in ordey to reduceihe PMN backlog. What steps will you take to assute that EPA 
does not sacrifice the rigor and thoroughness. of the review process in return for speed'! 

If confirmed, I will work closely with staff to completely understand th.:PMN 
review process fo ensure its rigor and thoroughness. 

2 
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8. EPA staffhas·pointed to several ways industry can improve the efficiency ofthe· review 
process by filing mc;,te robust PMNs that anticipate and respond to·the-likely concerns of 
EPA reviewers. What will you do lo motivate industry t~ file niore c6rt1plete .and ~ccurate 
PMNs? 

If.confirmed, I will work closely with staff to completely understand the PMN 
proc~i,. It ~eems to me that .if indusiry bad a better· understanding of the EPA 
evaluation.approach, it sho.li1d inceritivize them to provid~ more complete and 
.acc~rate.PMN s.ubmission$. 

Senator Duckworth 

9. The Environmental ProtectiQn Agency (EPA) •has said. that exposure to cancer-causing 
chemicals iri childhood can be as tnuch as teri timesas likely to lead to ~ancerthan the· 
same exposure to the same chemicai in an adult.. EPA has. specific policies iri place to 
account for these difference~ when it i;e:ts safety standards for chemicals. 

Yo:u have ques,tioned the~ polices claiming in your papers that, "by about 6 months of 
age, children ate ust1ally nof mor~ ~Qsitive to chemical toxicity thM aduits~' and •$we are 
not .aware of reported cases. of differential hann to infants or children from low levels of 
regulated chemicals, like pesticides or food additives." This research was funded by the 
American Chemistry Council and CroplifeAmerlca. 

If you are cohfirmed, do you comndt to apply, and n~t to weaken, EPA' s current .policies 
that account for the greater sensitfvity ·and risk children may have from chemical 
~~posures? 

Ifcon~ed, I will appb7 EPA policies and guidance,as they are appropriate and 
con~•stent wlth today's llest ~vail;tble scie.ntmc evidem;.e. 

Senator Car.din 
J 0. Before the ·end. ofthe la$: Administration, EPA proposed tQ ban some uses of three. 

dangerous chemicals using its new Toxic Substances Control Act authority. 
Trjchloroethylene is a proba\,le carcinogen. that has been found in unsafe levels in 
household wells on Matyland-'s Eastern Shore. Accidentale~po~ures to metl.lylene 
chloridcn1sed in paint and fµrniture sttlppers has killed at least 56 people sinee 1980; 
including at. least two M!UYland residents. Exposure to a secpnd chemical. used in .Paint. 
strippers, N-Methylpyrrolidone, is dangerous for·pregnant. women. If you are confirmed, 
do you commit to ·quickly. f:malize these rules and prohibit the tISes of these chemicals? 

If. confirmed I commit to quickly getting. briefed on ·the· s,tatus ofthese rules .so .that I 
can better understand them and the prohibitions· proposed. 

3 
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To: 
From: 
Sent: 
Subject: 

Beck, Nancy[beck.nancy@epa.gov] 
Dourson, Michael 
Wed 11/22/2017 7:16:44 PM 
RE: Senate Appropriations Chairman's Mark-up 

Hmm.. . very interesting. 

From: Beck, Nancy 
Sent: Wednesday, November 22, 2017 8:49 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: FW: Senate Appropriations Chairman's Mark-up 

FYI.. 

See chairmans mark summary 

Nancy B. Beck, Ph.D. , DABT 

Deputy Assistant Administrator, OCSPP 

P: 202-564-1273 
r· ··· -·- · -·- ·- ·-·- · -·- ·- ·· •- ·· ·· , • . , 

M · j Ex. 6 . Personal Privacy ~ . ' . 
i. -· - ·-' - ·-·· -· - ·- ' - ·- ····-··-·-·- ' ___ .} 

beck.nancy@epa.gov 

From: Berkley, Bruce 
Sent: Tuesday, November 21, 2017 12:28 PM 
To: Bertrand, Charlotte <Bertrand.Charlotte@epa.gov>; Beck, Nancy <Beck.Nancy@epa.gov>; 
Wise, Louise <Wise.Louise@epa.gov>; Morales, Oscar <Morales .Oscar@epa.gov>; Keigwin, 
Richard <Keigwin.Richard@epa.gov>; Layne, Arnold <Layne.Arnold@epa.go}::>; Hughes , 
Hayley <hughes.hayley@epa.gov>; Katz, Brian <Katz.Brian@epa.gov>; Calloway, Kennetta 
<Calloway.Kennetta@epa.gov>; Morris , Jeff <Monis .Jeff@epa.gov>; Mottley, Tanya 
<Mottley .Tanya@epa.gov>; Hartman, Mark <Hartman.Mark@epa.gov>; Burns, Mike 
<Burns.Mike@epa.gov>; Richardson, Vickie <Richardson.Vickie@epa.gov>; Barber, Delores 
<barber.delores@epa.gov>; Barone, Stan <Barone.Stan@epa.gov>; Graves, Inza 
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<Gravcs.Inza@epa.gov>; Robinson, David <Robinson.David@epa.gov>; Scott, Gregory 
<Scott. Gregory@epa.gov> 
Subject: Senate Appropriations Chairman's Mark-up 

Hi everyone, 

On November 20, 2017, the Senate Appropriations Committee released a Chairman's Mark 
showing its recommendations for the FY 2018 Interior, Environment and Related Agencies 
Appropriations Bill and Report. Attached is a summary by appropriations account. On the 
whole, OCSPP did well in the Senate Mark compared to both the House Mark and the 
President's Budget. 

Greg has done some excellent analysis on the results of the Mark (see Excel spreadsheet). The 
Word file contains some of the key provisions. We have also included the House Mark language 
for your comparison. 

Key Points: 

-Provides $10M in TSCA in anticipation of collecting fees in 2018. This is similar to the $3M 
provided in 2017. Since we do not anticipate collecting TSCA fees in 2018, the SBO suggests 
having further discussions with OCFO recommending that this language not be included in the 
final Bill. 

-Increases TSCA EPM by $5.6M over FY 17 Enacted. It appears that this increase is the result 
of a transfer of resources from ORD's IRIS program. 

-Brings Pesticides program back to the minimum appropriation level. 

If you have any questions, please let me know. 

Thanks 
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Bruce Berkley 

Deputy Director, OCSPP 

Office of Program Management Operations 

(202) 564-7802 
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To: Keigwin, Richard[Keigwin.Richard@epa.gov]; Bertrand, 
Charlotte(Bertrand. Charlotte@epa.gov]; Beck, Nancy[beck.nancy@epa.gov]; Wise, 
Louise(Wise.Louise@epa .gov] 
Cc: Keller, Kaitlin(keller.kaitlin@epa.gov]; Dinkins, Darlene[Dinkins.Darlene@epa.gov]; Sisco, 
Debby(Sisco.Debby@epa.gov]; Strauss, Linda[Strauss.Linda@epa.gov]; Dunton, 
Cheryl[Dunton.Cheryl@epa.gov] 
From: Dourson, Michael 
Sent: Wed 11/15/20171 :17:41 PM 
Subject: RE: Follow-up to 11/14 OPP General: Correcting Respirator Label Language 

Rick 

r-·- ·- ·- ·-·-·-·- ·-·-·-·-·- ·-·-·-·-·- ·- ·- ·- ·-·-·- ·-·-·-·-·- ·-·-·-·-·- ·- ·- ·- ·-·-·- ·-·-·-·-·- ·-·-·-·-·-·- ·- ·- ·-·-·- ·-·-·-·-·- ·- ·- ·-·-·-·- ·-·-·-·-·- ·-·-·- ·-·- ·- ·- ·- ·-·-·- ·-·-·-·-·- ·-·-·-·-·- ·- ·- ·- ·-·-·- ·-·-·-·-·- ·- ·- .. 

' 

Ex. 5 - Deliberative Process 
i 

' ! 
\.. •• ·•• •• •-• - •4 ••-••·•-•••-•·•••·• • •·• •- •- •• ·• - •oo• ••••• ·•·- • • ·• - •• •• •·- •• ·•- •• •- •• •- ·•·• •- •• •• •• •• • • ·• • •• •- •• •• ·• • •• • ••·••-·•·• •- ·• • •• •• ·•"' •"'•·• •• •• •·• •- ·• • •- ·•••• •••·• •- ·•• •• •- •• •• • • •• •• •• •- ·••• • ·• .. •••-•·•• .. •••••••• •- •·• •••• •• •• •·'""•'-••·•••·• •-•· 

I ,., ' • •-'••• • ., , ., . .. ' ., • ., •• •• •- ' • ••· • • •• • - ' • •• ' - •- • • • • •• ' - •• •·• •- •• •- •• • • •• • - •• •• • • • • •- •• •• • • • •·•• •- 'I 

!__ _______ Ex._ 5 - Deliberative_Process _________ ] 

Cheers! 

Michael 

From: Keigwin, Richard 
Sent: Wednesday, November 15 , 2017 7:22 AM 
To: Bertrand, Charlotte <Bertrand.Charlotte@epa.gov>; Beck, Nancy <Beck.Nancy@epa.gov>; 
Wise, Louise <Wise.Louise@epa.gov>; Dourson, Michael <dourson.michael@epa.gov> 
Cc: Keller, Kaitlin <keller.kaitlin@epa.gov>; Dinkins, Darlene <Dinkins.Darlene@epa.gov>; 
Sisco, Debby <Sisco.Debby@epa.gov>; Strauss, Linda <Strauss.Linda@epa.gov>; Dunton, 
Cheryl <Dunton.Cheryl@epa.gov> 
Subject: Follow-up to 11/14 OPP General: Correcting Respirator Label Language 

,----- ----------·----------- ----------·---------·---------------------·---------·--------- ------------·---------·----------- ----------·----------- ----------·---------·---------------------·---------·--------- --·---, 
i i . i 

Ex. 5 - Deliberative Process 
' i-·- ·- ·- ·-·-·- ·-·-·- ·-·- ·- ·- ·- ·-·-·- ·- ·- ·-·-·- ·- ·- ·- ·-·-·- ·- ·- ·-·-·- ·- ·- ·-·-·- ·-·-·- ·-·-·- ·- ·- ·-·-·- ·- ·- ·- ·-·- ·- ·-·-·-·-·- ·- ·- ·-·-·- ·- ·- ·- ·-·- ·- ·-·-·-·-·- ·- ·- ·-·-·- ·- ·- ·- ·-·-·- ·- ·- ·-·-·- ·-·-·-·-·- ·- ·- ·- ·-·-·- ·- ·- ·--' 
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Ex. 5 - Deliberative Process 

Attached is the briefing paper that we used during yesterday's discussion. I've also attached a 
draft of the updated section of the Label Review Manual, the resource that OPP risk managers 
use in their review of labels and a document that we've made available to stakeholders for many 
years , that would be the substantive document that would be issued for public comment. 

Below is the current draft of the OPP Update that we would issue to open the comment period: 

10/2/17: Draft OPP Update for Respirators 

Revised Respirator Language for Draft Pesticide Label Review Manual 

r-·EPA _is_announcingthe_availability of_revised _respirato.r. descriptions_for.p esticide _labels.!_~~-=:-J, 
; 
; 
; 

i ; 
; 
; 

i 
; 

Ex. 5 - Deliberative Process 
! • 
L. - -- . - · - · - · - -- . - -- ·- · - •-. - -- ·•- · - · - -- -- . - · - •- . - -- •·- •- ·•- · - -- · - ·- . - . - · - · - · - . - . - · - •- •- •- · - ·- · - · - · - · - ·•- · - •- ·- · - · - · - · - · - ·- . - · - . - · - . - · - · - ·• - -- . - · - ·- . - -- -- ·-- •·- •- - •- ·• - · - ·--· - . - · - ·- . - -- . - -- · - · - · -. - •- ·• - · - · - ' - · - ·-•- ·- •·- -- . -

comment period will close on [DATE]. 

r-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·1 
i i 

! Ex. 5 - Deliberative Process ! 
i i 
l-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·i 

• Bring the respirator descriptions on pesticide labels into conformance with the current 
NIOSH respirator language; 

• Ensure that pesticide handlers and their employers have the information they need to 
identify and buy the respirator required to provide needed protection; 

• Delete outdated statements referring to respirators that no longer exist; and 
• Clarify and update language to ensure the guidance is easy to comply with. 
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Ex. 5 - Deliberative Process 

Ex. 5 - Deliberative Process 

Rick Keigwin 

Director, Office of Pesticide Programs 

US Environmental Protection Agency 
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To: 
From: 
Sent: 
Subject: 

Sands, Jeffrey[sands.jeffrey@epa.gov] 
Dourson, Michael 
Tue 11/14/2017 1 :08:53 PM 
RE: USDA 

No, walking is great. See you at the East entrance at 1 :35 ! 

From: Sands,Jeffrey 
Sent: Tuesday, November 14, 2017 8:07 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: RE: USDA 

If you don't mind walking, lets meet outside of East entrance at 1:35pm. Itll likely take us 15-20 
to walk over to the South building. 

From: Dourson, Michael 
Sent: Tuesday, November 14, 2017 8:05 AM 
To: Sands, Jeffrey <sands.jeffrey@epa.gov> 
Subject: USDA 

Jeff 

I presume that you know where to go at USDA and how to get there. Please let me know if this 
is somehow different, and I will make arrangements. 

Cheers! 

Michael. .. 

... L. Dourson, PhD., DABT, FATS, FSRA 
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Senior Advisor to the Administrator 

U.S. Environmental Protection Agency 

dourson.michael@epa.gov 

202-564-2463 

www.epa.gov 



ED_001803B_00003757-1

To: 
From: 
Sent: 
Subject: 

Chris 

Zarba, Christopher[Zarba.Christopher@epa.gov] 
Dourson, Michael 
Tue 10/24/2017 10:41 :43 PM 
RE: Need help 

I am free tomorrow at around noon and then after 4. But I will see you tomorrow at the 1 :30 
meeting. Perhaps we can squirrel away a bit of time after that meeting. On Thursday I am free 
before 9. I head back to Ohio on Thursday evening late, but have meetings all through day. 

However, I am in all next week. 

Cheers! 

From: Zarba, Christopher 
Sent: Tuesday, October 24, 2017 3:38 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: Re: Need help 

Sorry I don't. Will look to see if others do. Can we chat tomorrow? Just let me know what 
works. 

Sent from my iPhone 

On Oct 24, 2017, at 12:39 PM, Dourson, Michael <dourson.michael@epa.gov> wrote: 

Chris 

I promised one of the republican senators on the EPW committee the SAB notes on the 
WOTUS where I made the comment that the SAB committee had not considered the 
A WQC inpacts. Problem is I marked my copy of the notes and then the university 
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reclaimed my computer. Do you have my comments on this discussion, or perhaps just the 
notes from the meeting? 

Cheers! 

Michael 
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To: 
From: 
Sent: 
Subject: 

Beck, Nancy[beck.nancy@epa.gov] 
Dourson, Michael 
Wed 11/22/2017 7:16:26 PM 
RE: Memo: Cross Agency Coordinating Committee on PFAS 

Thanks Nancy . . . 

From: Beck, Nancy 
Sent: Wednesday, November 22, 201 7 11 :23 AM 
To: Wise, Louise <Wise.Louise@epa.gov>; Bertrand, Charlotte <Bertrand.Charlotte@epa.gov>; 
Dourson, Michael <dourson.michael@epa.gov>; Morris, Jeff <Morris.Jeff@epa.gov>; Mottley, 
Tanya <Mottley. Tanya@epa.gov> 
Subject: Fwd: Memo: Cross Agency Coordinating Committee on PF AS 

Nancy B. Beck, Ph.D., DABT 
Deputy Assistant Administrator, OCSPP 
P: 202-564-1273 
M: f Ex. 6 • Personal Privacy i 
Bc~k. ancy@epa:gov 

Begin forwarded message: 

From: "Treimel, Ellen" <Treimel.Ellcn@epa.gov> 
To: "Flynn, Mike" <Flynn.Mike@epa.gov>, "Jackson, Ryan" <jackson.ryan@epa.gov>, 
"Bowman, Liz" <Bowman.Liz@epa.gov>, "Lyons, Troy" <lyons.troy@epa.gov>, "Dravis, 
Samantha" <dravis.samantha@epa.gov>, "Bennett, Tate" <Bennett.Tate@epa.gQY>, 
"Bolen, Brittany" <bolen.brittany@epa.gov>, "Wooden-Aguilar, Helena" <Wooden
A.guilar.Helena@epa.go'{>, "Wehrum, Bill" <Wehrum.Bill@epa.gov>, "Beck, Nancy" 
<Beck.Nancy@epa.gov>, "Bertrand, Charlotte" <Bertrand.Char1otte@epa.gov>, "Breen, 
Barry" <Breen.Bany@epa.gov>, "Yamada, Richard (Yujiro)" <yamada.ricbard@epa.gov>, 
"Orme-Zavaleta, Jennifer" <Onne-Zavaleta.Jennifer@epa.gov>, "Shapiro, Mike" 
<Shapiro.Mike@epa.gov>, "Forsgren, Lee" <Forsgren.Lee@epa.gov>, "Best-Wong, 
Benita" <Best-Wong.Benita@epa.gov>, "Simon, Nigel" <Simon.Nige1@epa.gov>, 
"Starfield, Lawrence" <Starfield.Lawrence@epa.gov>, "Traylor, Patrick" 
<traylor.patrick@epa.gov> 
Cc: "Grantham, Nancy" <Grantham.Nancy@epa.gov>, "Richardson, RobinH" 
<Richardson .RobinH@epa.gov>, "Hull, George" <Hu1l.George@epa.gov>, "Nickerson, 
William" <Nickerson.William@epa.gov>, "Owens, Nicole" <Owens.Nicole@epa.gov>, 
"Fonseca, Silvina" <Fonseca.Silvina@epa.gov>, "Hilosky, Nick" 
<Hilosky.Nick@epa.gov>, "Keller, Kaitlin" <keller.kaitlin@epa.gov>, "Plotkin, Viktoriya" 
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<Plotkin.Viktoriya@epa.gov>, "Peck, Gregory" <Peck.Gregory@epa.gov>, "Lewis, Josh" 
<Lewis.Josh@epa.gov>, "Miles, Erin" <Miles.Erin@epa.gov>, "Bloom, David" 
<B1oom.David@epa.gov>, "Elkins, Arthur" <Elkins.Arthur@epa.gov> 
Subject: Memo: Cross Agency Coordinating Committee on PFAS 

Good afternoon, 

The Acting Deputy Administrator signed a memo today formalizing the PF AS Cross 
Agency Coordinating Committee (CACC). The CACC will work to identify the agency's 
priorities when it comes to addressing per- and polyfluoroalkyl substances (PFAS) and 
coordinate projects to address these priorities. The full memo is attached. 

Please contact me with any questions. Thank you. 

Ellen Treimel, Special Assistant 

Office of the Administrator 

U.S. Environmental Protection Agency 

WJC-N 3310 

202-564-0557 (w) 
,.. .. '-·-·-' -·-' - •- ·• -. -·-·-·-. -·-·-~ 

j Ex. 6 - Personal Privacy i ( C) 
j-•• •••• •- •••••••••-••·• ·• • •• • • ••• I 
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To: 
From: 
Sent: 
Subject: 

Beck, Nancy[beck.nancy@epa.gov]; Keigwin, Richard[Keigwin.Richard@epa.gov] 
Dourson, Michael 
Wed 11/15/20171:07:24 PM 
RE: Pre Brief Black Fly Registration Meeting with Congresswoman Cathy McMorris Rodgers 

Nancy and Rick 

Just a heads up to make sure you do not miss this event and are prepared for it. I have no 
information on it. 

Cheers! 

Michael 

-----Original Appointment----
From: Rodrick, Christian 
Sent: Tuesday, November 14, 2017 3:27 PM 
To: Rodrick, Christian; Beck, Nancy; Bodine, Susan; Wagner, Kenneth; Patrick, Monique; 
Schuster, Cindy; Holsman, Marianne; Lyons, Troy; Bolen, Derrick; Baptist, Erik; Ringel, Aaron; 
Traylor, Patrick; Shimmin, Kaitlyn; Jackson, Ryan; Willis, Shamett; Keigwin, Richard; 
Kowalski, Ed; Kaiser, Sven-Erik 
Cc: Dourson, Michael 
Subject: FW: Pre Brief Black Fly Registration Meeting with Congresswoman Cathy McMorris 
Rodgers 
When: Wednesday, November 15, 2017 12:30 PM-1:00 PM (UTC-05:00) Eastern Time (US & 
Canada). 
Where: DCRoomARN3428/OCIR 

-----Original Appointment----
From: Rodrick, Christian 
Sent: Thursday, November 9, 2017 3:08 PM 
To: Rodrick, Christian; Beck, Nancy; Bodine, Susan; Wagner, Kenneth; Patrick, Monique; 
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Schuster, Cindy; Holsman, Marianne; Lyons, Troy; Bolen, Derrick; Baptist, Erik; Ringel , Aaron; 
Traylor, Patrick; Shimmin, Kaitlyn; Jackson, Ryan; Willis, Shamett; Keigwin, Richard; 
Kowalski, Ed; Kaiser, Sven-Erik 
Subject: Pre Brief Black Fly Registration Meeting with Congresswoman Cathy McMorris 
Rodgers 
When: Wednesday, November 15 , 2017 12:30 PM-1:00 PM (UTC-05:00) Eastern Time (US & 
Canada). 
Where: DCRoomARN3428/OCIR 

Pre-Brief Meeting in advance of Thursday , 11/16, meeting with Congresswoman Cathy 
McMorris Rodgers. 

Call in info: 

··-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-. 
i l l ~ Ex. 6 - Personal Privacy j 
i ! 
t - •- •- ·- ·• - •- •--·-·•·- •- ·- •- ·- ·•- ·- • I 

! ! i Ex. 6 - Personal Privacy i 
' ' 
l • • , - · - . - · - · - . - · - , - · - · - , - · - , - · - . • . • • 1 
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To: 
From: 
Sent: 

Beck, Nancy[beck.nancy@epa.gov] 
Dourson, Michael 
Mon 11 /20/2017 6:05:01 PM 

Subject: RE: Monday's Section 5 meeting 

1-· - ·-' - · - ' -· - ·-' - · - ' - · - ·-' - •- ·• - , 

I am at! Ex . • . P•~•n•I Privacy :all week. 
i i 

'-·-·-·-·-·-·-·-·-··-·-·-·-·-·-·-; 

From: Beck, Nancy 
Sent: Monday, November 20, 2017 1:01 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: Re: Monday's Section 5 meeting 

What's the number we can call you. 

Nancy B. Beck, Ph.D. , DABT 
Deputy Assistant Administrator, OCSPP 
P: 202-564-1273 
M: i Ex. 6 · Personal Privac~.J 

Beck. ancy@epa .gov 

On ov 20, 2017, at 12:55 PM, Dourson, Michael <dourson.michacl@cpa.gov> wrote: 

Ok, give me a phone number if you need me for the 1 pm meeting ... 

From: Beck, Nancy 
Sent: Monday, November 20, 2017 12:18 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: Re: Monday's Section 5 meeting 

Yes. Will call when I have a chance -- sadly may be after 6. But hopefully I will get a break 
before then. 

Nancy B. Beck, Ph.D. , DABT 
Deputy Assistant Administrator, OCSPP 
P: 202-564- 1273 

' ' M :! Ex. 6 • Personal Privacy ! 
t.._ - ·-·- ·-·- . - ·- ' - · -·- '- ·- ' - ·-·- j 
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Beck.Nancy@epa.gov 

On Nov 20, 2017, at 12:01 PM, Dourson, Michael <dourson.michael@epa.gov> wrote: 

Nancy 

Thanks! Most helpful. When you get a break, please give me a call later today ati ·· -- ! 
,-·-·-··-·-··-· ·····-·-··· ···-·1 ! £a.11 . PerM>N11Prlvaqr j 
I,• •• ·•-•• •- ,. , ... ,• •• • ••• •- • .,J 

Cheers! 

Mike 

From: Beck, Nancy 
Sent: Monday, November 20, 2017 11:34 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: Fwd: Monday's Section 5 meeting 

Nancy B. Beck, Ph.D., DABT 
Deputy Assistant Administrator, OCSPP 
P: 202-564-1273 
M :~ Ex. 6 • Personal Privacy 1 
Beck. ancy@epa.gov 

Begin fo1warded message: 

From: "Mclean, Kevin" <Mc1ean.Kevin@epa.gov> 
Date: November 17, 2017 at 4:53:23 PM EST 
To: "Beck, Nancy" <Beck.Nancy@epa.gov>, "Bertrand, Charlotte" 
<Bertrand.Charlotte@epa.gov>, "Grant, Brian" <Grant.Brian@epa.gov>, 
"Baptist, Erik" <baptist.erik@epa.gov>, "Sadowsky, Don" 
<Sadowsky.Don@epa.gov>, "Wills, Jennifer" <Wills.Jennifer@epa.gov>, 
"Thaler, Elizabeth" <tha1er.e1izabeth@epa.gov>, "Morris, Jeff' 
<MotTis.Jeff@epa.gov>, "Mottley, Tanya" <Mottley.Tanya@epa.gov> 

'-·-·-·-•-·•-· . 
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Cc: "Hanley, Mary" <Hanley.Mary@epa.gov>, "Pierce, Alison" 
<Pierce.Alison@epa.gov> 
Subject: Monday's Section 5 meeting 

Attached is the options paper OGC has prepared for Monday's 11 am meeting. 
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To: Barone, Stan[Barone.Stan@epa.gov] 
Cc: Beck, Nancy[beck.nancy@epa.gov]; Bertrand, Charlotte[Bertrand.Charlotte@epa.gov]; Wise, 
Louise[Wise.Louise@epa.gov] 
From: Dourson, Michael 
Sent: Thur 10/19/2017 11 :07: 16 PM 
Subject: RE: Systematic Review Community of Practice - Oct 2017 meeting summary/announcements 

Stan 

Thanks! 

Michael 

From: Barone, Stan 
Sent: Thursday, October 19, 2017 10:48 AM 
To: Dourson, Michael <dourson.michael@epa.gov>; Beck, Nancy <Beck.Nancy@epa.gov>; 
Bertrand, Charlotte <Bertrand.Charlotte@epa.gov>; Wise, Louise <Wise.Louise@epa.gov> 
Subject: FW: Systematic Review Community of Practice - Oct 2017 meeting 
summary/announcements 

Just to give some background on systematic review activities and coordination I provide the 
below as an FYI. 

If you have any questions please let me know. 

Stanley Barone Jr., M.S., Ph.D. 

Acting Director Office of Science Coordination Policy (OSCP) 

Office of Chemical Safety and Pollution Prevention (OCSPP) 

US Environmental Protection Agency 
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202.564.1169 office 

202.564.8452 fax 

202.253.5079 mobile 

From: Nichols, Jennifer 
Sent: Thursday, October 19, 2017 10:08 AM 
To: Lavoie, Emma <Lavoie.Emma@epa.gov>; Camacho, Iris <Camacho.Iris@epa.gov>; Henry, 
Tala <Henry.Ta1a@epa.gov>; Vogel, Dana <Voge1.Dana@epa.gov>; Lowit, Anna 
<Lowit.Anna@epa.gov>; Raffaele, Kathleen <raffaele.kathleen@epa.gov>; Thayer, Kris 
<thayer.kris@epa.gov>; Jones, Samantha <Jones.Samantha@epa.gov>; Schappelle, Seema 
<Schappe1le.Seema@epa.gov>; Barone, Stan <Barone.Stan@,epa.gov>; Reiley, Mary 
<Reiley.Maiy@epa.gov>; Foster, Stiven <Foster.Stiven@epa.gov>; Hospital, Jocelyn 
<Hospital.Jocelyn@epa.gov>; Sams, Reeder <Sams.Reeder@epa.gov>; Wray, Austin 
<W ray.Austin@epa.gov>; Pope-Varsalona, Hannah <Pope-Varsalona.Hannah@epa.gov>; 
Benson, Amy <Benson.Amy@epa.gov>; Branch, Francesca <branch.francesca@epa.gov>; 
LaLone, Carlie <la1one.carlie@epa.gov>; Hoff, Dale <Hoff.Da1e@epa.gov>; Dzubow, Rebecca 
<Dzubow.Rebecca@epa.gov>; Rimer, Kelly <Rimer.Kelly@epa.gov>; Axelrad, Daniel 
<Axelrad.Daniel@epa.gov>; Murphy, Deirdre <Murphy.Deirdre@epa.gov>; Radke-Farabaugh, 
Elizabeth <radke-farabaugh.elizabeth@epa.gov>; Arzuaga, Xabier <Arzuaga.Xabier@epa.gov>; 
Cogliano, Vincent <cog1iano.vincent@epa.gov>; Gibbons, Catherine 
<Gibbons.Catherine@epa.gov>; Glenn, Barbara <Glenn.Barbara@epa.goy>; Hogan, Karen 
<Hogan.Karen@epa.gov>; Kraft, Andrew <Kraft.Andrew@epa.gov>; Luke, April 
<Luke.April@epa.gov>; Owens, Beth <Owens.Beth@epa.gov>; Pratt, Margaret 
<pratt.margaret@epa.gov>; Woodall, George <Woodall.George@epa.gov>; Congleton, Johanna 
<congleton.johanna@epa.gov>; Flowers, Lynn <Flowers.Lynn@epa.gov>; Cowden, John 
<Cowden.John@epa.gov>; Stanek, John <Stanek.John@epa.goy>; Lehmann, Geniece 
<Lehmann.Geniece@epa.gov>; Carlson, Laura <Carlson.Laura@epa.gov>; Reinhart, Paul 
<Reinhart.Paul@epa.gov>; Markey, Kristan <Markey.Kristan@epa.gov>; Kirk, Andrea 
<Kirk.Andrea@epa.gov>; Vasu, Amy <Vasu.Amy@epa.gQY>; Hagerthey, Scot 
<Hagerthey.Scot@epa.gov>; Gatchett, Annette <Gatchett.Annette@epa.gov>; Dutton, Steven 
<Dutton.Steven@epa.gov>; Felker-Quinn, Emmi <felker-quinn.emmi@epa.gov>; Bennett, 
Micah <Bennett.Micah@epa.gov>; Schofield, Kate <Schofield.Kate@epa.gov>; Ridley, 
Caroline <Ridley.Caroline@epa.swv>; Suter, Glenn <suter.glenn@epa.gov>; Au, Sarah 
<au.sarah@epa.gov>; Walton, Barb <Walton.Barb@epa.gov>; Moya, Jacqueline 
<Moya.Jacqueline@epa.gov>; Euling, Susan <Euling.Susan@epa.gov>; Braverman, Carole 
<braverman.carole@epa.gov>; Wong, Eva <W ong.Eva@epa.gov>; Mottl, Nathan 
<Mottl.Nathan@epa.gov>; Phillips, Linda <Phillips.Linda@epa.gov>; Guiseppi-Elie, Annette 
<Guiseppi-Elie.Annette@epa.gov>; Tomero-Velez, Rogelio <Tornero
Velez.Rogelio@epa.gov>; McDow, Stephen <McDow.Stephen@epa.gov>; Thacker, Samuel 
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<Thacker.Samuel@epa.gov>; Fritz, Jason <Fritz.Jason@epa.1:mv>; Newcamp, Caitlin 
<Newcamp.Caitlin@epa.gov>; Bateson, Thomas <Bateson.Thomas@epa.gov>; Kopylev, 
Leonid <Kopylev.Leonid@epa.gov>; Rieth, Susan <Rieth.Susan@epa.gov>; Burden, Susan 
<Burden.Susan@epa.gov>; Yaquian-Luna, Jose <yaquian-luna.josea@epa.gov>; Lee, Sylvia 
<Lee.Sylvia@epa.gov>; Gallagher, Kathryn <Ga1lagher.Kathryn@epa.gov>; Thomas, Dana 
<Thomas.Dana@epa.gov>; Strong, Jamie <Strong.Jamie@epa.gov>; Fehrenbacher, Cathy 
<Fehrenbacher.Cathy@epa.gov> 
Subject: Systematic Review Community of Practice - Oct 2017 meeting 
summary/announcements 

SR Community - Below is the recap of our monthly meeting, held last week, and some 
additional announcements that may be of interest. Following from September's meeting on the 
evaluation of study quality, October's meeting was focused on automation of steps in the SR 
process. Summaries and links to the presentations are included below. Thanks to Alicia, Leonid, 
Ryan, and George for presenting! 

Topic: Automation 

••••••••• Kristan Markey (OCSPP) - Kristan provided an overview of terms/approaches 
that are widely used in automation of the SR process, including rules-based algorithms, machine 
learning algorithms, and natural language processing. In addition, some pitfalls to automation 
were described. See slides here. 

••••••••• Alicia Frame (OLEM)-Automation Approaches in SR (slides here). Alicia 
provided three examples of automation in SR. 

1. QC Prioritization of title/abstract screening: In this example, a training set of high and low 
priority reference as identified by manual review was uploaded in SWIFTReview, enabling the 
software to assign priority scores to references from the lit search results. This allowed the 
reviewer to examine the references ranked as high priority and determine if any were missed by 
manual screening. 

2. QC broad search results: In this example, a narrow search was conducted to identify and 
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mark important references as included and mark non-relevant references as excluded in 
SWIFTReview. This parameterized model was then applied to results from a broader literature 
search to identify important references that were missed in the narrow search. 

3. Topic modeling: In this example, a broad search was uploaded in SWIFTReview, which 
automatically builds topic models. Once topic models are created, they can be explored types of 
references within groups and groups and/or references can be selected or excluded for further 
screening. 

••••••••• Leonid Kopylev (N CEA) - Lesser known features of SWIFT ( slides here). 
Leonid described some retrospective analyses done on a lit search result (i.e., lit search results 
had been manually screened to identify important references) and demonstrated that SWIFT is 
good at identifying both 'good' and 'bad' references. For example, in one particular training set 
with 7 included and 7 excluded references, 30% of references with lowest ranking could be 
excluded and 95% of desired references would still be included. Leonid also described some 
considerations related to syntax in SWIFT, which is important to consider when creating search 
strings. 

••••••••• Ryan Jones (NCEA) - Ryan discussed a lit search capability in HERO that allows 
a user to generate a "seed" or list of important references to be used in citation mapping, which 
automates human judgment and ranks references based on likelihood of relevance. This can be 
combined with results from traditional key word searches; the overlap between search methods 
results in 60% relevance. In addition, topic classification can be done with large lit search results 
to categorize studies as epidemiology, toxicology, ecology, or exposure. 

••••••••• George Woodall (NCEA) - provided brief overview of pilot program to develop 
an agency-wide strategy for managing and communicating environmental health science 
information (slides here). Objective is to develop harmonized, integrated, and interoperable 
taxonomies and ontologies for specific knowledge domains. Some examples were provided. 

• · Join the Sharepoint site! This is critical to managing our membership and communications 
starting in the Fall. 

• · International Collaboration for the Automation of System Reviews (ICASR) - meeting 
in London, October 17-18 

•· Joint EFSA/EBTC scientific colloquium on evidence integration in risk assessment: 
the science of combining apples and oranges - meeting in Lisbon, October 25-26 
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•· BioCreAtlvE VI Challenge and Workshop-Bethesda, MD, October 18-20. The Critical 
Assessment of Information Extraction systems in Biology challenge evaluation consists of a 
community-wide effort for evaluating text mining and information extraction systems applied to 
the biological domain. 

•· Please let us know if you have any ideas, question, concerns, etc! 

-Jennifer Nichols, Emma Lavoie, Kristan Markey, Xabier Arzuaga, Emmi Felker-Quinn 

Jennifer L. Nichols, Ph.D. 

Toxicologist 

National Center for Environmental Assessment 

U.S. EPA I Office of Research and Development 

(919) 541-0708 
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To: 
From: 
Sent: 
Subject: 

Thanks! 

Fugh, Justina[Fugh.Justina@epa.gov] 
Dourson, Michael 
Mon 12/4/2017 1 :20:4 7 PM 
RE: SRA Annual Meeting Plenary Session Monday morning 

From: Fugh, Justina 
Sent: Saturday, December 2, 2017 4:23 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: Re: SRA Annual Meeting Plenary Session Monday morning 

Go, speak, eat and drink! You are participating in your EPA capacity, so you may partake of any 
event or meal that is provided to all participants on the day you are there. Enjoy! 

Justina 

Sent from my iPhone 

On Dec 1, 2017, at 7:58 PM, Dourson, Michael <dourson.michael@epa.gov> wrote: 

Justina 

So I will be going to this annual Society for Risk Analysis meeting and likely invited to 
hospitalities where all folks are offered food. What is your call on this please? 

Cheers! 

Michael. .. 

... L. Dourson, PhD., DABT, FATS, FSRA 

Senior Advisor to the Administrator 
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U.S. Environmental Protection Agency 

dourson.michael@epa.gov 

202-564-2463 

www.epa.gov 

From: Dourson, Michael 
Sent: Tuesday, November 28, 2017 7:30 PM 
To: Jackson, Ryan <jackson.ryan@epa.gov> 
Cc: Lyons, Troy <lyons.troy@epa.gov>; Fugh, Justina <Fugh.Justina@epa.gov>; Bertrand, 
Charlotte <Bertrand.Charlotte@epa.gov>; Beck, Nancy <beck.nancy@epa.gov> 
Subject: FW: SRA Annual Meeting Plenary Session Monday morning 

Ryan 

I have a pending talk at the upcoming Society for Risk Analysis meeting in Crystal City, on 
December 11. The topic of the talk is shown in the emails below, but basically is me giving 
a few slides (5 at most) on risk analysis as an obsolete profession ( or not). I am definitely 
in the "or not" camp. This commitment was made over 6 months ago. 

At this point I am listed on the program as my EPA title below. Please advise if you need 
for me to change anything. 

Cheers! 

Michael. .. 
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... L. Dourson, PhD., DABT, FATS, FSRA 

Senior Advisor to the Administrator 

U.S. Environmental Protection Agency 

dourson.michael@epa.gov 

202-564-2463 

www.epa.gov 

From: Pamela Williams [mailto:pwilliams@erisksciences.com] 
Sent: Monday, November 27, 2017 11 :39 AM 
To: 'Terje Aven' <terje.aven@uis.no>; Dourson, Michael <dourson.michael@epa.gov> 
Subject: RE: SRA Annual Meeting Plenary Session Monday morning 

Agreed, I know Dr. Dourson has an excellent presentation related to risk analysis ( or risk 
assessment) certification, so some discussion of this would be great. 

From: Terje Aven [mailto:terie.aven@uis.no] 
Sent: Monday, November 27, 2017 8:52 AM 
To: Dourson, Michael 
Cc: Pamela Williams 
Subject: SV: SRA Annual Meeting Plenary Session Monday morning 

Thanks a lot Michael, this is excellent, perhaps you can also think about what we should 
then do to meet this challenge. I know you would highlight training .. • 

Best 
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Terje 

Sendt fra E-post for Windows 10 

Fra: Dourson, Michael <dourson.michael@epa.gov> 
Sendt: Monday, November 27, 2017 3:56:12 PM 
Til: Terje Aven 
Kopi: Pamela Williams 
Emne: RE: SRA Annual Meeting Plenary Session Monday morning 

Terje 

Thanks for the gentle reminder. I am of the mind to discuss the misunderstanding of our 
profession by unskilled folks, and the plethora of opinions, masquerading as erudite, 
flooding the market, so to speak. We are not obsolete, as much as we are emulated, 
unfortunately by folks who really do not understand the underlying science. 

I will likely have a few slides as examples. I am thinking of a periodic table chart of 
chemical contaminants in various folks' bodies, and/or the blogs on various synthetic 
pesticides on our food, meanwhile ignoring, or more likely being ignorant of, the 
overwhelming proportion of pesticides in food that are naturally occurring. 

I very much appreciate your efforts to pull this together and the initial slides from both you 
and Pamela. 

Cheers!? 

Michael 
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From: Terje Aven [mailto:te1je.aven@uis.no] 
Sent: Friday, November 24, 2017 4:58 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Cc: Pamela Williams <pwilliams@erisksciences.com> 
Subject: VS: SRA Annual Meeting Plenary Session Monday morning 

Hi Michael, 

How are things going concerning the preparation for the Panel ? 

I know we are a little early, but we very much would appreciate some feedback before the 
end of the month to be able to plan the discussion in a good way. 

Thanks a lot 

Best 

Terje 

Fra: Terje Aven 
Sendt: 20. oktober 2017 11 :31 
Til: doursoml@ucmail.uc.edu; ragnar.lofstedt@kcl.ac.uk; sguikema@umich.edu; 
kimt@aorm.com 
Kopi: Pamela Williams <pwilliams@erisksciences.com> 
Emne: SRA Annual Meeting Plenary Session Monday morning 

Hi all, 

Thanks for participating in the panel Risk Analysis: An Obsolete Profession? It will 
be great:-) 
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I will have an introduction to the panel discussion, see enclosed preliminary slides with 
associated text (the last slides 16-25 are not planned to be presented). 

After this introduction I give the word to Pamela, see her preliminary slides (not all of 
these will be used but they are included to make the presentation understandable). 

The idea is that each of you has a prepared introduction of some 5-7 minutes, prepared with 
slides if you like, with clear statements -linked to abstract of the panel and hopefully 
inspired by mine and Pamela's slides. 

We would not like to restrict creativity and what you find most important on this matter, so 
feel free to angle things in your way. Focusing on some few - one or two - themes is 
however recommended. To be able to lead the panel discussion in a good way, we think it 
is wise to have a process in advance - starting now - where we share some of the ideas we 
have. The aim of this dialogue is to make the panel as interesting as possible by being 
informed what is coming, so that one can get ideas for comments and questions. We would 
like to have a lively discussion so the point is not use this dialogue to obtain some unity or 
consensus at this stage (rather the opposite©) 

Looking forward to hearing from you. What we ask from you now is an indication of what 
type of message - themes- that you would like to highlight - in text or using slides. 

We would very much appreciate ifwe could get some input before 15 November. 

Thanks a lot. 

Enjoy the weekend. 

Best 

Terje 
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SRA Annual Meeting 

Plenary sessions 

Monday morning 

Risk Analysis: An Obsolete Profession? 

Risk analysis has advanced strongly the last 30-40 years. It is interdisciplinary 
in its scope but also developing as a science in itself. Yet we should ask, has it 

really evolved as it should? Is there a potential for reaching another level on 
both quality and outreach? 

Is there a need for revitalization and new directions for the field and SRA, to 
strengthen the research and reflect current topics like resilience and security? 

Should we develop specific risk analysis certificates and educational 
programs? 

The panel will discuss these topics - the role of risk analysis in society and 
how risk analysis as a field can be strengthened. We question, what does it 
really mean to be a risk analysis practitioner, professional and scientist? 

Panel: 

Chairs: Terje Aven and Pamela Williams 

Michael Dourson, Seth Guikema, Ragnar Lofstedt, Kimberly Thompson 



ED_001803B_00003772-8

Terje Aven, University of Stavanger, Norway 

Pamela Williams, E Risk Sciences 

Michael Dourson, US Environmental Protection Agency (EPA) (waiting for final 
confirmation) 

Seth Guikema, University of Michigan 

Ragnar Lofstedt, Kings College, London 

Kimberly Thompson, Kid Risk and University of Central Florida 
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To: Jackson, RyanUackson.ryan@epa.gov]; Beck, Nancy[beck.nancy@epa.gov]; Morris, 
Jeff[Morris .Jeff@epa.gov] 
From: Dourson, Michael 
Sent: Wed 12/6/2017 2:03:27 PM 
Subject: RE: 

Ryan 

I do not know this person and he did not show up in my society memberships. However, I will 
send my university colleagues a request. They have done some work with this group. 

Cheers! 

Michael. .. 

... L. Dourson, PhD., DABT, FATS, FSRA 

Senior Advisor to the Administrator 

U.S. Environmental Protection Agency 

dourson.michael@epa.gov 

202-564-2463 

www.epa.gov 

From: Jackson, Ryan 
Sent: Wednesday, December 6, 2017 8:24 AM 
To: Beck, Nancy <Beck.Nancy@epa.gov>; Dourson, Michael <dourson.michael@epa.gov>; 
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MoITis, Jeff <Moms.Jeff@epa.gov> 
Subject: 

Do you guys know how to reach Ernie Rosenberg? He was formerly with the cleaning institute. 

Ryan Jackson 

Chief of Staff 

U.S. EnvironmentaJ Protection Agency 
,-•- ·-·-·- ·-·- ·-·-·-·-·- ·-·-·-•-·•·-•-·- ·-•-·•- ·-·- •-•1 
! i 

I Ex. 6 - Personal Privacy i 
[ ____ ,_, _______ ,_,_, _____ ,_,_, _______ ,_,_, _____ ,_, ! 
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To: 
Cc: 
From: 
Sent: 
Subject: 

Christian 

Palich, Christian[palich.christian@epa.gov] 
Lyons, Troy[lyons.troy@epa.gov] 
Dourson, Michael 
Fri 12/1/2017 1:15:06 PM 
RE: CRP: Dourson Meeting with Toomey Staff (1 :00 PM) 

Ok, I will be at your place around 12:20. 

Cheers! 

Michael. .. 

... L. Dourson, PhD., DABT, FATS, FSRA 

Senior Advisor to the Administrator 

U.S. Environmental Protection Agency 

dourson.michael@epa.gov 

202-564-2463 

www.epa.gov 

-----Original Appointment----
From: Lyons, Troy 
Sent: Tuesday, November 28, 2017 7:03 PM 
To: Lyons, Troy; Palich, Christian; Dourson, Michael 
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Subject: CRP: Dourson Meeting with Toomey Staff (1 :00 PM) 
When: Friday, December 1, 2017 1:00 PM-1:30 PM (UTC-05:00) Eastern Time (US & Canada). 
Where: 248 Russell 

WORKING CONTACT: 
Jyler Minnich@toomey.senate.gov 
Tyler Minnich I Legislative Assistant 

Office of U.S. Senator Pat Toomey 

202-224-4254 
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To: Dourson, Michael[dourson.michael@epa.gov] 
From: Dourson, Michael 
Sent: Sun 11/5/2017 10:19:20 PM 
Integrated Risk Information System.docx 
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Integrated Risk Information System (IRIS) 

History 

IRIS is a database containing information about a chemical's principle toxic effect and a 
concentration or dose at which the chemical will not likely cause this effect, even in sensitive 
humans. For chemicals where cancer is the principle toxic effect, this concentration or dose is 
associated with a very low risk of cancer (usually one chance in a million people). For 
chemicals that have another principle toxic effect (like liver toxicity), this concentration or dose 
is considered safe. Collectively, these concentrations or doses are referred to as risk values. 

The determination of the principle toxic effect is referred to as hazard identification (although 
other effects at higher concentrations or doses are also described). The determination of these 
risk values is referred to as dose response assessment. These two processes, hazard 
identification and dose response assessment are part of risk assessment as described by EPA in 
many guidance documents based on the work of the National Academy of Sciences. 
Importantly, all EPA offices use risk values along with estimates of chemical exposure for 
rulemaking. 

Up until 1995, IRIS contained risk values on over 500 chemicals and was considered to be the 
place where all important EPA risk values were placed. Two senior EPA technical groups met 
monthly to review all risk values before placing them on IRIS. Risk values on IRIS were 
considered to be THE EPA value for the particular chemical, and were to be used by all staff 
until more appropriate values were developed. 

Ex. 5 - Deliberative Process 

Political pressures 

Ex. 5 - Deliberative Process 

1 
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One way forward 

Ex. 5 - Deliberative Process 

Time Frame 

: I Ex. 5 - Deliberative Process 
• 
• 
• 

2 
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To: Sands, Jeffrey[sands.jeffrey@epa.gov]; Beck, Nancy[beck.nancy@epa.gov]; Baptist, 
Erik[baptist.erik@epa.gov]; Bennett, Tate[Bennett.Tate@epa.gov] 
From: Dourson, Michael 
Sent: Sat 11/18/20171:32:12AM 
Subject: RE: Briefing Document 
mdWPS-CT briefing document template.docx 

Jeff 

Very nice. Only one comment and it is likely a misremembering on my part. A famous quote by 
Hemmingway (I believe) is that if"I had more time, I would have written less." Seems to apply 
here. 

Cheers! 

Michael 

From: Sands,Jeffrey 
Sent: Friday, November 17, 2017 6:05 PM 
To: Beck, Nancy <Beck.Nancy@epa.gov>; Dourson, Michael <dourson.michael@epa.gov>; 
Baptist, Erik <baptist.erik@epa.gov>; Bennett, Tate <Bennett.Tate@epa.gov> 
Subject: Briefing Document 

All, 

Please review attached document over the weekend and please provide feedback for edits. This 
should summarize and reflect development conversations over the past couple days. 

Additionally, it looks like our opportunity to catch up Monday AM prior to will not work. Lets 
try to connect over the weekend to work through any relevant issues, if possible. 
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Thanks for your consideration and have a nice weekend. 

Jeffrey Sands 

Senior Advisor to the Administrator for Agriculture Policy 

1200 Pennsylvania Ave, NW 

2415 WJC North 

Washington, DC 20460 

(202) 564-2263 
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To: 
Cc: 
From: 
Sent: 
Subject: 

Stan 

Barone, Stan[Barone.Stan@epa.gov] 
Beck, Nancy[beck.nancy@epa.gov]; Bertrand, Charlotte[Bertrand.Charlotte@epa.gov] 
Dourson, Michael 
Thur 10/19/201710:36:57 PM 
RE: Science integrity materials 

Thanks for the upgrade in my position, but we will have to let the Senate confirm it! However, I 
very much appreciate receiving this information. 

Cheers! 

Michael 

From: Barone, Stan 
Sent: Thursday, October 19, 2017 11: 12 AM 
To: Beck, Nancy <Beck.Nancy@epa.gov>; Dourson, Michael <dourson.michael@epa.gov>; 
Bertrand, Charlotte <Bertrand.Charlotte@epa.gov> 
Subject: FW: Science integrity materials 

The following was proposed for distribution last year and it has languished. We would like to get 
it out in the near future. 

With arrival of new AA this may be a good time to send this out. 

As I conveyed previously one of the major Science Integrity complaint/ grievance areas we have 
in the Agency and this AAship is around authorship and clearance issues. 

In addition, as a related but longer term effort and part of public access transparency efforts we 
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have also been working with OSA to develop an electronic work flow for clearance and tracking 
that would provide ease of access for reporting of final products that have been cleared. 

Stanley Barone Jr., M.S., Ph.D. 

Acting Director Office of Science Coordination Policy (OSCP) 

Office of Chemical Safety and Pollution Prevention (OCSPP) 

US Environmental Protection Agency 

202.564.1169 office 

202.564.8452 fax 

202.253.5079 mobile 

From: Barone, Stan 
Sent: Tuesday, September 12, 2017 2:29 PM 
To: Beck, Nancy <beck.nancy@epa.gov> 
Cc: Wise, Louise <Wise.Louise@epa.gov>; Morales, Oscar <Morales.Oscar@epa.gov> 
Subject: FW: Science integrity materials 

It would be great to send out an announcement of our OCSPP policy on clearance and 
authorship. 

Included in this reminder is mention of SI policy and best practices. 

Stanley Barone Jr., M.S., Ph.D. 

Acting Director Office of Science Coordination Policy (OSCP) 



ED_001803B_00003788-3

Office of Chemical Safety and Pollution Prevention (OCSPP) 

US Environmental Protection Agency 

202.564.1169 office 

202.564.8452 fax 

202.253.5079 mobile 

From: Barone, Stan 
Sent: Monday, January 23, 2017 8:58 AM 
To: Cleland-Ham.nett, Wendy <Cleland-Hamnett.Wendy@epa.gov:> 
Cc: Wise, Louise <Wise.Louise@cpa.gov>; Housenger, Jack <Housenger.Jack@_epa.gov>; 
Keigwin, Richard <Keigwin.Richard@epa.gov>; Morris, Jeff <Morris.Jeff@epa.gov>; 
Cunningham-HQ, Barbara <Cunningham-HO.Barbara@epa.gov>; Morales, Oscar 
<Morales. Oscar@epa.gov>; Lowit, Anna <Lowit.Anna@cpa.gov> 
Subject: Science integrity materials 

Attached are science integrity materials we discussed last year. 

This includes all hands memo and I've attached 3 additional items for each office to modify and 
use in their Science Integrity discussions with staff. 

••••••••• OCSPP's clearance procedures for technical products (which includes clearance 
form, etc.), 

••••••••• the clearance tracker/spreadsheet, and 

••••••••• a presentation on best practices for scientific integrity. 

These items were reviewed by EPA's SI official and I've incorporated her changes. 
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Stanley Barone Jr., M.S., Ph.D. 

Acting Director Office of Science Coordination Policy (OSCP) 

Office of Chemical Safety and Pollution Prevention (OCSPP) 

US Environmental Protection Agency 

202.564.1169 office 

202.564.8452 fax 

202.253.5079 mobile 
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To: Bahadori, Tina[Bahadori.Tina@epa.gov]; Bertrand, Charlotte[Bertrand.Charlotte@epa.gov]; 
Beck, Nancy[beck.nancy@epa.gov]; Morris, Jeff[Morris.Jeff@epa.gov]; Henry, 
Tala[Henry.Tala@epa.gov]; Hanley, Mary[Hanley.Mary@epa.gov] 
Cc: Orme-Zavaleta, Jennifer[Orme-Zavaleta.Jennifer@epa.gov]; Rodan, 
Bruce[rodan.bruce@epa.gov]; Yamada, Richard (Yujiro)[yamada.richard@epa.gov]; Thayer, 
Kris[thayer.kris@epa.gov]; Lavoie, Emma[Lavoie.Emma@epa.gov]; Scheifele, 
Hans[Scheifele.Hans@epa.gov] 
From: Dourson, Michael 
Sent: Mon 12/4/20171:19:32 PM 
Subject: RE: Slides we discussed 

Tina 

Thanks for this information. Very helpful. I believe that the OPP has a systematic way of 
training its younger staff to be better risk assessors. How does NCEA do this please? 

Cheers! 

Michael. .. 

... L. Dourson, PhD., DABT, FATS, FSRA 

Senior Advisor to the Administrator 

U.S. Environmental Protection Agency 

dourson.michael@epa.gov 

202-564-2463 

www.epa.gov 
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From: Bahadori, Tina 
Sent: Sunday, December 3, 2017 11 :23 AM 
To: Bertrand, Charlotte <Bertrand.Charlotte@epa.gov>; Beck, Nancy <Beck.Nancy@epa.gov>; 
Dourson, Michael <dourson.michael@epa.gov>; Morris, Jeff <Morris.Jeff@epa.gov>; Henry, 
Tala <Henry.Tala@epa.gov>; Hanley, Mary <Hanley.Mary@epa.gov> 
Cc: Orme-Zavaleta, Jennifer <Orme-Zavaleta.Jennifer@epa.gov>; Rodan, Bruce 
<rodan.bruce@epa.gov>; Yamada, Richard (Yujiro) <yamada.richard@epa.gov>; Thayer, Kris 
<thayer.kris@epa.gov>; Lavoie, Emma <Lavoie.Emma@epa.gov>; Scheifele, Hans 
<Scheifele.Hans@epa.gov> 
Subject: Slides we discussed 

Dear OCSPP Colleagues, 

Following up from our 'systematic review' discussions on Friday, I am forwarding the link to the 
slides we presented at the SAB's Chemical Assessment Advisory Committee (CAAC) meeting 
in September. We have also presented versions of these materials, in varying detail and depth to 
other audiences such as in NAS workshops, meeting with the European Food Safety Agency, 
meetings with state risk assessors, interagency meetings, and scientific conferences. 

Link to slides: 
https://yosemite.epa.gov/sab/sabproduct.nsf/ AE79F54CBA 716293852581A70074264A/$File/IRIS+Update.pdf 

We look forward to our continued discussion. 

Tina 

Tina Bahadori, Sc.D. 

Director, National Center for Environmental Assessment (EPA/ORD/NCEA) 

National Program Director, Human Health Risk Assessment (EP A/ORD/IDIRA) 
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***New RRB Room 71210; Telephone: 202-564-7903; Mobile: 202-680-8771 
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To: Bolen, Derrick[bolen.derrick@epa.gov] 
From: Dourson, Michael 
Sent: Thur 11/16/2017 6:53:11 PM 
Subject: RE: IRIS Paper 
Integrated Risk Information System.docx 

Derrick 

Here you go! 

Michael 

From: Bolen, Derrick 
Sent: Thursday, November 16, 2017 12:18 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: IRIS Paper 

Mike-

Can you send me the two pager you sent to Richard Yamada? 

Thank you, 

Derrick Bolen 
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Integrated Risk Information System (IRIS) 

History 

IRIS is a database containing information about a chemical's principle toxic effect and a 
concentration or dose at which the chemical will not likely cause this effect, even in sensitive 
humans. For chemicals where cancer is the principle toxic effect, this concentration or dose is 
associated with a very low risk of cancer (usually one chance in a million people). For 
chemicals that have another principle toxic effect (like liver toxicity), this concentration or dose 
is considered safe. Collectively, these concentrations or doses are referred to as risk values. 

The determination of the principle toxic effect is referred to as hazard identification (although 
other effects at higher concentrations or doses are also described). The determination of these 
risk values is referred to as dose response assessment. Importantly, all EPA offices use these 
risk values along with a particular chemical's exposure assessment for rulemaking. These three 
processes, hazard identification, dose response assessment and exposure assessment are used to 
characterize a chemical's potential risk to humans and are all a part of risk assessment as 
described by EPA in many guidance documents based on the work of the National Academy of 
Sciences. A similar risk assessment process is also used for protecting the ecosystem. 

Up until 1995, IRIS contained risk values on over 500 chemicals and was considered to be the 
place where all important EPA risk values were placed. Two senior EPA technical groups met 
monthly to review all risk values before placing them on IRIS. Risk values on IRIS were 
considered to be THE EPA value for the particular chemical, and were to be used by all staff 
until more appropriate values were developed. 

Ex. 5 - Deliberative Process 

Political pressures 

Ex. 5 - Deliberative Process 

1 
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One way forward 

Ex. 5 - Deliberative Process 

Time Frame 

• 
• 
• 
• Ex. 5 - Deliberative Process 
• 
• 
• 

2 
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To: Dourson, Michael[dourson.michael@epa.gov] 
From: Dourson, Michael 
Sent: Sun 11/5/2017 10:19:18 PM 
Subject: ins 
Integrated Risk Information System.docx 
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Integrated Risk Information System (IRIS) 

History 

IRIS is a database containing information about a chemical's principle toxic effect and a 
concentration or dose at which the chemical will not likely cause this effect, even in sensitive 
humans. For chemicals where cancer is the principle toxic effect, this concentration or dose is 
associated with a very low risk of cancer (usually one chance in a million people). For 
chemicals where some other toxic effect is principle (like liver toxicity), this concentration or 
dose is considered safe. Collectively, these concentrations or doses are referred to as risk 
values. 

The determination of the principle toxic effect is referred to as hazard identification (although 
other effects at higher concentrations or doses are also described). The determination of these 
risk values is referred to as dose response assessment. These two processes, hazard 
identification and dose response assessment are part of risk assessment as described by EPA in 
many guidance documents based on the work of the National Academy of Sciences. 
Importantly, all EPA offices use risk values along with estimates of chemical exposure for 
rulemaking. 

Up until 1995, IRIS contained risk values on over 500 chemicals and was considered to be the 
place where all important EPA risk values were placed. Two senior EPA technical groups met 
monthly to review all risk values before placing them on IRIS. Risk values on IRIS were 
considered to be EPA values and to be used by all staff until more appropriate values were 
developed. 

Ex. 5 - Deliberative Process 

Political pressures 

Ex. 5 - Deliberative Process 

1 
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One way forward 

Ex. 5 - Deliberative Process 

2 
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To: 
From: 
Sent: 
Subject: 

Valerie 

Washington, Valerie[Washington.Valerie@epa.gov] 
Dourson, Michael 
Thur 11/16/2017 6:50:39 PM 
RE: Out today 

I talked with HR about my check. We are all covered . 

Thanks! 

Michael 

-----Original Message----
From: Washington, Valerie 
Sent: Thursday, November 16, 2017 7:09 AM 
To : Wooden-Aguilar, Helena <Wooden-Aguilar.Helena@epa.gov>; Dourson, Michael 
<dourson.michael@epa.gov>; Greenwalt, Sarah <greenwalt.sarah@epa.gov>; Allen , Reginald 
<Allen.Reginald@epa.gov> 
Subject: Out today 

Sent from my iPhone 
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To: Jackson, RyanUackson.ryan@epa.gov] 
From: Dourson, Michael 
Sent: Tue 11/14/2017 1 :23:33 AM 
Subject: FW: PFOA 
C-8 FINAL CA TT REPORT 8-02.pdf 

Ryan 

Sorry, I hit the send button too quickly. Attached is the West Virginia report. Also of note is the 
text on page 9. 

Cheers! 

Michael 

2.1 Pre Meeting Action Items 

TERA is a nonprofit [501 (c)(3)] corporation dedicated to the best use of toxicity data for the 
development of risk values. This organization is very well known and respected in the toxicology 
arena for their professionalism, wealth of knowledge, experience, and unbiased approach to 
deriving risk factors. All the non-TERA toxicologists on the CATT, whether from government 
agencies or industry, were in unanimous support of including TERA in this project. 

From: Dourson, Michael 
Sent: Monday, November 13, 2017 8: 1 7 PM 
To: Jackson, Ryan <jackson.tyan@epa.gov> 
Subject: PFOA 

Ryan 

Here is the information you need for explaining the Dupont 1 ppb value (see red text below). It 
is from the West Virginia report in 2002. I would be more than happy to help you and 
Administrator Pruitt with any chemical toxicity question. I have studied most of the problematic 
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chemicals either while at EPA or afterwards, and sometimes both. 

Cheers! 

Michael 

FINAL 

AMMONIUM PERFLUOROOCTANOATE (CS) [PFOA] 

ASSESSMENT OF TOXICITY TEAM (CATT) REPORT 

August 2002 

Department of Environmental Protection 

State of West Virginia 

Page46 

3. 0 COMPARISON OF SCREENING LEVELS [SL] TO SITE-RELATED DATA 

After the SLs for air, water, and soil were determined, DEP compared these SLs to the site
related data that has been collected to date. These comparisons are summarized below. The work 
of the CATT was only one facet of an investigation that continues beyond the issuance of this 
report. The GIST is expected to issue a report of the groundwater and surface water data in early 
2003. The air modeling effort continues and is currently focusing on determining the results of 
the air emissions reduction efforts by DuPont required in the consent order as a 50% reduction in 
overall emissions (both air and water) by the end of 2003. Upgrades were completed in June 
2002 which included the installation of a new scrubber and increased height of the primary C8 
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emissions stack. 

Water 

To date, of the 188 samples collected from private wells, cisterns, and springs, 50 were used for 
drinking water and none exceeded thel50 ppb health protective water SL for C8. Also to date, 
nine public water supply facilities in West Virginia have been analyzed for C8, including 
Belleville Locks and Dam, Blennerhassett Island, General Electric, Lubeck Public Service 
District (PSD), Mason C0tmty PSD, Parkersburg PSD, Racine Locks and Dam, New Haven 
Water Department, and Ravenswood. None of the drinking water from these facilities contained 
concentrations of C8 that exceeded the 150 ppb water SL. In fact, the concentrations of C8 in 
public water supplies were all below 2 ppb, below 15 ppb in private non-drinking water, and 
below 3 ppb in private drinking water wells in West Virginia. Samples were collected from Ohio 
public and private water supplies. Although C8 levels in some Ohio private water supplies were 
higher than those detected in West Virginia, none of these samples contained C8 concentrations 
above the water SL. These data have been provided to Ohio EPA and DEP will continue to share 
information with throughout the remainder of this investigation. The DEP notes that the water 
SL [screening level] is higher than DuPont's internal community exposure guidelines for 
drinking water of 1 or 3 ppb; however, these guidelines were developed in the early 1990s 
and based solely on a two-week inhalation study from 1986. Since then significant 
additional toxicological data have been collected and the CATT water SL is based on a 
comprehensive examination of all available information. Sampling of the Ohio River has 
begun; preliminary analytical results are expected from the laboratory in September 2002. To 
date, no analysis has been performed to measure C8 in soils in West Virginia on private 
property; therefore, no comparison can be made to the soil SL. 
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FINAL 

AMMONIUM PERFLUOROOCTANOATE (CS) 

ASSESSMENT OF TOXICITY TEAM (CATT) REPORT 

August 2002 

Department of Environmental Protection - promoting a healthy environment 
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EXECUTIVE SUMMARY 

Pursuant to a consent order signed November 14, 2001 between the West Virginia 
Environmental Protection and Health and Human Resources departments, and E. I. Du Pont de 
Nemours, Inc. (DuPont) the C8 (ammonium perfluorooctanoate) Assessment of Toxicity Team 
(CATT) was established to: 

(1) determine risk-based human health protective screening levels (SLs) for this unregulated 
chemical in air, water, and soil; 

(2) provide health risk information to the public; and 

(3) determine an ecological health protective SL for C8 in surface water. 

To date, two public meetings have been held in the vicinity of the DuPont Washington Works 
facility located near Parkersburg, West Virginia. Also, a team of 10 expert toxicologists have met and 
determined human health provisional risk factors for the oral and inhalation routes of exposure, and 
calculated health protective SLs based on these risk factors using Region 9 U.S. Environmental 
Protection Agency standard methodology. The results of the CATT's investigation are presented in 
summary below. The ecological SL for surface water currently is still in development. An addendum 
to this report is expected to be released in Fall 2002 presenting the surface water SL findings. 

The methodology, overall process, and rationale utilized by the CATT to develop these risk 
factors and SLs are discussed, the members are listed, and a synopsis of the events leading to the 
consent order are presented herein. The intent of this report is to document the process and 
conclusions of the CATT in an effort to provide to the public a record of these activities. It is not 
intended to be a summary of all the toxicology information available on C8. 

The risk factor or Reference Dose (RID) for the oral route of exposure determined by the 
CATT for C8 was 0.004 milligrams per kilogram of body weight per day (mg/kg-day). A risk factor 
for the inhalation route of exposure or the Reference Concentration (RfC) of 1 micrograms per cubic 
meter of air (µg/m3) was determined. The RID or RfC is defined by EPA as an estimate (with 
uncertainty spanning perhaps an order of magnitude or greater) of a daily exposure level for the human 
population, including sensitive subpopulations, that is likely to be without an appreciable risk of 
deleterious effects during a lifetime. Based on the oral RID, health protective SLs were calculated for 
water of 150 parts per billion (ppb), and for soil of 240 parts per million (ppm). Based on the 
inhalation RfC, a health protective SL of 1 µg/m3 was derived for air. 

2 
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1.0 INTRODUCTION 

The investigation described herein was conducted pursuant to the November 14, 2001 Consent Order 
Number GWR-2001-019 between the West Virginia Departments of Environmental Protection (DEP) 
and Health and Human Resources (DHHR), and E. I. Du Pont de Nemours, Inc. (DuPont). A copy of 
this consent order is included as Attachment I. These actions were instigated by the presence of an 
unregulated chemical, ammoniumperfluorooctanoate commonly called C8, in the Lubeck, W.Va. 
public water supply which is near the DuPont Washington Works (WW) facility in Washington, W.Va. 
A site map is included in Attachment Ile. 

The consent order established two scientific teams: (1) the C8 Assessment of Toxicity Team (CATT), 
and (2) the Groundwater Investigation Steering Team (GIST). The CATT was tasked with 
investigating the toxicity of C8; developing provisional risk factors for the inhalation, dermal, and oral 
routes of exposure; and establishing human health protective screening levels (SLs) for air, water, and 
soil; investigating the ecological toxicity of C8 and determining an ecological health protective SL for 
surface water; and with communicating health risk information to the public. In the consent order 
DuPont agreed to meet these SLs at their WW facility, once developed, and that these SLs would 
remain in effect until superseded by U.S. Environmental Protection Agency (EPA) guidance. The 
CATT's activities and findings regarding the toxicity of C8, development of risk factors and SLs are 
presented in detail in Section 2 of this report. Slides presented at the two public meetings held thus far 
are provided in Attachment II. The investigation into the ecological toxicity of C8 and surface water 
SL development is scheduled for completion in Fall 2002. When finished, the surface water will be 
presented in an addendum to this report. 

The GIST was established by the consent order to determine the extent and concentration of C8 in both 
groundwater and surface water. The activities of the GIST continue as of the issuance of this CATT 
report. The GIST will issue a report on the C8 analytical data for groundwater and surface water when 
that work is finished, scheduled for early 2003. Interim reports are available through the DEP Division 
of Water Resources (DWR). The groundwater investigation focused not only on the WW plant, but 
also on areas where C8 had been disposed, including the Local Landfill ( on WW property), Dry Run 
Landfill (near the WW plant), and the Letart Landfill (30 miles south of the WW plant). Maps of the 
one-mile radius study area around these locations are included in the presentation of interim results at 
the second public meeting provided in Attachment Ile. 

Summarized findings to date by the GIST are compared to the health protective water SL developed by 
the CATT in Section 3.0. Results of air dispersion modeling efforts thus far conducted by the DEP 
Division of Air Quality (DAQ) are compared to the air SL in Section 3.0 as well. 

Background 

The DuPont WW plant is located approximately 10 miles southwest of Parkersburg, W.Va. along state 
Route 61 in the rural hamlet of Washington, W.Va. This facility was established in the 1940s and 
currently is one of the largest DuPont enclaves in the world. DuPont has used C8 at this facility for 
more than 50 years as a surfactant in various manufacturing processes, including the production of 
Teflon. "C8" is the 3M trade name for its product that contains ammonium perfluorooctanoate 
(APFO) (CAS # 3825-26-1). In biologic media, APFO quickly dissociates to perfluorooctanoate, 
which is the anion of perfluorooctanoic acid (PFOA). The PFOA form has been identified as 
potentially toxic to animals. Throughout this report, C8 is used as terminology to include C8, APFO, 
orPFOA. 
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The DEP became aware of and began investigating the presence ofC8 in the Lubeck, W.Va. public 
water supply in November 2000. In Spring 2001, DEP received a letter requesting a formal agency 
investigation into DuPont's environmental releases ofC8 and the presence of C8 in the Lubeck 
drinking water from attorneys representing a few citizens residing in proximity to the WW plant. The 
Lubeck public water supply well field lies approximately 3 miles south of the DuPont WW plant. Also 
around this time, DEP became aware that C8 was chemically similar to perfluorooctane sulfonate 
(PFOS), another perfluorocarbon manufactured by 3M, and that 3M had recently removed their 
Scotchguard product from the marketplace because it contained PFOS. From U.S. EPA Region 3 and 
Headquarters, DEP learned that 3M had undertaken a significant research effort into the toxicity of 
perfluorocarbons, particularly PFOS and including C8; that perfluorocarbons were potentially more 
toxic than previously thought; that 3M was submitting the new data to EPA under the Toxic 
Substances Control Act (TSCA); and that these data were publicly available under Administrative 
Record 226 (AR226). Additionally, DEP learned that DuPont was submitting toxicity data on C8 to 
EPA, as well. 

DEP gathered data and met with DuPont and met with citizens attorneys in Spring 2001. The DEP, 
which regulates groundwater in West Virginia, was joined in the investigation by the DHHR, which 
regulates drinking water. The DHHRrequested support from EPA Region 3 to enforce the National 
Safe Drinking Water Act. At the request of these agencies, DuPont supplied information regarding C8 
and its use in manufacturing processes, its toxicity, and emissions. After several months of 
investigation and discussions, a consent order was signed in November 2001. A copy of the consent 
order is provided in Attachment I. It describes the tasks and members of the CATT and GIST. The 
DEP informed the public of the consent order and scheduled a public meeting to discuss the order. 

The DEP held it's first public meeting regarding C8 on November 29, 2001 at Blennerhassett Junior 
High School which is located near the Lubeck and Washington communities. The meeting was 
spearheaded by the CATT and the GIST. The purpose of the meeting was to inform citizens of: (1) the 
requirements of the consent order; (2) the members and activities of the GIST; (3) their assistance was 
required to fill out and return a water use survey if they had groundwater wells, cisterns, or springs 
(particularly those used for drinking water), and to allow sampling of these water sources; (4) the 
members and activities of the CATT; (5) the available information regarding the toxicity of C8; and (6) 
the known current levels of C8 in the Lubeck public water supply, which were below 1 part per billion 
(ppb). At this meeting, James Becker, M.D. of Marshall University spoke regarding environmental 
exposures and risks in general, and Dee Ann Staats, Ph.D. (DEP) explained the CATT and GIST 
activities, the consent order, and known toxicity of C8. The slides from both presentations are 
provided in Attachment Ila. 

By the end of January 2002, contractors were in place to assist the CATT and the GIST in their tasks. 
The GIST was headed by DEP and had members from DHHR, EPA, and Dupont. The CATT was 
headed by DEP and had members from DHHR, EPA, DuPont and the Agency for Toxic Substances 
Disease Registry (ATSDR). The DEP contracted with the National Institute of Chemical Studies 
(NICS), a nonprofit organization, which subcontracted the human and ecological toxicology work to 
the Toxicology for Excellence in Risk Assessment (TERA) group, also a nonprofit, which 
subcontracted the ecological toxicology work to Menzie Cura & Assoc., Inc. (MC). Both TERA and 
MC are well respected in the field of toxicology. The NICS subcontracted the risk communications 
tasks to Marshall University. 

In March 2002, EPA Regions 3 and 5 signed a consent order with DuPont requiring the provision of 
alternative water to any resident in West Virginia or Ohio with C8 in drinking water at levels above 14 
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ppb. The 14 ppb was an interim value in effect until the water SL was developed by the CATT. This 
value was taken from the final report by ENVIRON Int. Corp. (a consulting firm hired by DuPont) 
titled "A Hazard Narrative for Perfluorooctanoate (PFOA)", January 2002. An earlier draft, "A 
Review of the Toxicology of Perfluorooctanoate (PFOA)", November 2001, had proposed a drinking 
water value of 210 ppb. However, DEP's toxicologist, Dr. Staats, expressed concern over some of the 
assumptions made in the calculation of the 210 ppb to DHHR and EPA Region 3. The outcome of 
these discussions was a decision that a very conservative approach should be taken in the interim until 
the CATT water SL was developed. Therefore, 14 ppb was accepted as the interim water SL for 
alternative water provision. Note that this consent order was jointly signed by two regions of EPA 
because West Virginia is in Region 3 and Ohio is in Region 5. During the investigation, C8 had been 
found in the Little Hocking, Ohio public water supply. Also, note that DEP and DHHR invited Ohio 
EPA to join the CATT and GIST as observers, but not as members because this would have required 
renegotiating the consent order between West Virginia and DuPont. 

TERA was assigned by DEP to review and compile the C8 toxicological information provided by DEP 
and to prepare for and hold a meeting of the CATT toxicologists during which the provisional risk 
factors and health protective SLs would be derived. The CATT toxicologists panel was comprised of 
10 expert scientists with a collective span of experience of over 17 5 years and many specialties 
including endocrinology, veterinary medicine, cancer, and risk assessment. 

TERA 's efforts are described further in Section 2.1. By mid April 2002, TERA was prepared for the 
meeting. Also, TERA helped prepare the other toxicologists for the meeting by providing toxicity 
reports and summary information. The CATT toxicologists met on May 6 and 7, 2002 at EPA offices 
in Cincinnati, Ohio. The minutes of this meeting are provided in Section 2.2. The meeting lasted 
approximately 18 hours with roughly one-third of that time spent in discussions of C8's potential 
carcinogenicity. The oral provisional reference dose (pRfD) risk factor, and the two health protective 
SLs (for water and soil) based on this risk factor were developed at this meeting. The panel agreed that 
the toxicology database was insufficient to develop a dermal exposure pRfD. The inhalation 
provisional reference concentration (pRfC) risk factor and air SL developed at the meeting were only 
interim because additional data collection was necessary for their calculation. These data were 
collected and provided to TERA, who calculated the final pRfC and air SL, wrote a report describing 
this activity and forwarded it to the other CA TT toxicologists for their approval. This document is 
provided in Section 2.3 as the post meeting action items. Both the meeting minutes and the post 
meeting action items were reviewed and approved by the panel of 10 highly qualified toxicologists. 

An internal briefing for the D EP, D HHR, and EPA was held on May 8, 2002 to discuss the water and 
soil SLs. Rather than withhold this information while the meeting minutes report was prepared, DEP 
released the water and soil SLs so that the public would be informed of the status of their drinking 
water, and decisions could be made regarding the provision of alternative water supplies. In that spirit, 
DuPont and the public were informed - via a meeting with the above regulators and a press release, 
respectively - of the water and soil SLs on May 9, 2002. 

A second public meeting was held at Blennerhassett Junior High School on May 15, 2002, to inform 
the public of the details of the SL development and of the groundwater C8 concentrations that had 
been detected at that point. Dr. Becker first spoke regarding environmental health risks in general. Dr. 
Staats described the process used by the CATT toxicologists to arrive at the water and soil SLs. 
Finally, David Watkins (DEP, GIST chairman) presented the C8 analytical data for private and public 
water sources. Slides of the presentations given at this meeting are provided in Attachment Ilb. 

8 



ED_001803B_00003809-9

2.0 DEVELOPMENT OF RISK FACTORS AND SCREENING LEVELS 

TERA was assigned to prepare for, host and document the meeting of the CATT toxicologists during 
which the provisional C8 risk factors (pRfDs and pRfC) would be developed by the group. The 
activities undertaken by TERA to prepare for the meeting are presented in Section 2.1. The actual 
minutes of the meeting are provided in Section 2.2., and the tasks conducted by TERA to develop the 
final air SL after the meeting at the direction of the panel are described in Section 2.3. 

2.1 Pre Meeting Action Items 

TERA is a nonprofit [501(c)(3)] corporation dedicated to the best use of toxicity data for the 
development of risk values. This organization is very well known and respected in the toxicology 
arena for their professionalism, wealth of knowledge, experience, and unbiased approach to deriving 
risk factors. All the non-TERA toxicologists on the CATT, whether from government agencies or 
industry, were in unanimous support of including TERA in this project. 

TERA was tasked with compiling and reviewing the available toxicological data for C8. A literature 
search and review of these data was in draft by EPA Headquarters, this document was provided to 
TERA. The 3M submittals to AR-226 were provided to TERA by DEP. These data grew from a total 
of seven compact discs to 10 during the time period of this project. The AR-226 continues to grow 
with 3M submittals currently. The index of the first seven discs are provided in Attachment Va. 
Additionally, DEP conducted a literature search of C8 toxicity data on the National Library of 
Medicine's Medline and Toxline databases in June 2001. The results of these searches were provided 
to TERA by DEP as well. Also, documents submitted to DEP from DuPont in response to the EPA 
Region 3 request for information was made available to TERA by DEP, first by mailing relevant 
toxicology documents identified by Dr. Staats, and then by physically delivering all these documents to 
their Cincinnati office for TERA to sort and identify those deemed relevant and necessary for their 
work. Therefore, little literature searching or data retrieval was required of TERA. 

After reviewing the existing C8 toxicology data, TERA selected studies that would be suitable for 
derivation of risk factors for the oral, dermal, and inhalation route of exposure. A list of the potential 
key studies was prepared. An indepth review of these studies was then conducted, and the details of 
the studies were summarized in tabular format. Next, TERA prepared a condensed table of these 
studies including critical effects and exposure levels identified by TERA, and blank columns for the 
other criteria necessary in the risk factor development process, such as the uncertainty factors. The 
documents listed below were provided to the other CATT toxicologists approximately two or three 
weeks prior to the meeting. TERA also prepared tables of suggested uncertainty factors, risk factors, 
and resulting SLs to DEP. These documents were discussed with Dr. Staats but were not distributed to 
the other toxicologists prior to the meeting in an effort not to influence their decisions, and not to give 
the false impression that the decisions on risk factor development had already been made and that the 
panel's purpose was simply to review TERA's work. Rather, TERA's suggestions would be presented 
at the meeting as a starting point for panel discussions and the development of the risk factors and SLs 
would be done as a group. The pre-meeting documents provided to the rest of the panel by TERA and 
DEP are contained in Attachment III. Also in Attachment III is a more detailed description of the 
decisions and methodology used by TERA in suggested risk factor development. 
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2.2 CATT TOXICOLOGISTS MEETING MINUTES 

Meeting of CS Assessment of Toxicity Team (CATT) Toxicologists 

May 6 and 7, 2002 

Andrew W. Breidenbach Environmental Research Center, Cincinnati, Ohio 

Attendees: 

Voting Team Members 

John Cicmanec, D.V.M., M.S., ACLAM, USEPA Office of Research and Development 
Joan Dollarhide, M.S., M.T.S.C., J.D., Toxicology Excellence for Risk Assessment (TERA) 
Michael Dourson, Ph.D., D.A.B.T., TERA 
Gerald Kennedy, E. I. Du Pont de Nemours, Inc. 
Andrew Maier, Ph.D., C.I.H., TERA 
Samuel Rotenberg, Ph.D., USEPA Region 3 
Jennifer Seed, Ph.D., USEPA Office of Pollution Prevention and Toxics (may abstain from voting) 
Dee Ann Staats, Ph.D. (Chairperson), West Virginia Department Environmental Protection (DEP) 
John Wheeler, Ph.D., D.A.B.T., Agency for Toxic Substances Disease Registry (ATSDR) 
(representing West Virginia Department of Health and Human Resources [DHHR]) 
John Whysner, M.D., Ph.D., D.A.B.T. (consulting for DuPont) 

Invited Guests 

John Butenhoff, Ph.D., 3M Company (study director) 
Jim Sferra, M.S., Ohio EPA (observer) 

Note taker 

Daniel Briggs, Ph.D., D.A.B.T., TERA 

Introduction 

The toxicologists on the C8 Assessment of Toxicity Team (CATT) met on May 6 and 7, 2002, to 
develop provisional reference doses (pRfDs) and screening levels (SLs) for ammonium 
perfluorooctanoate (C8) as specified in Consent Order GWR-2001-019 between the West Virginia 
Department of Environmental Protection, the West Virginia Department of Health and Human 
Resources, and E. I. Du Pont de Nemours & Co., (DuPont) dated November 14, 2001. These 
screening levels apply only to DuPont at their West Virginia facilities as specified in this consent 
order. Any use of these pRfDs or SLs for any other purpose or by any other regulatory agency is 
solely their choice and responsibility. 
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The meeting opened with Dr. Staats announcing that this meeting was being held pursuant to the 
above-cited consent order as part of an enforcement action and was therefore closed to the public. Dr. 
Staats noted that, except for Dr. Butenhoff and Mr. Sferra who were invited guests, the panelists were 
named as part of the consent order and were free to enter into discussions and vote on issues. It was 
noted that Dr. Seed could abstain from voting at any time. The rules for the meeting were set forth as 
follows: 

• The panel would strive for unanimous consensus, but if such consensus could not be 
reached, then the majority of votes would rule. 

• The panel was expected to be cooperative and courteous with each other. 
• The risk factors and screening levels would be developed together as a group, rather 

than simply by reviewing the work and suggestions of TERA. 
• Votes would be taken at each decision point. After panel discussion on each point, a 

motion would be made on the floor. The chair would then repeat the motion and 
verbally poll each panel member individually. The chair would always vote last in 
order to not influence the voting. 

TERA recorded the official minutes for the meeting. However, the chair recorded supplemental notes, 
which were provided TERA to assist in the preparation of the final Meeting Minutes Report. It was 
noted that specific discussion comments or votes would not be attributed to panel members (i.e., no 
names would be used) in the meeting report in order to facilitate full and open discussion among the 
team. It was also noted that TERA would distribute a draft meeting report to the CATT panel for their 
review and incorporate panel comments as appropriate. Each panel member would be asked to sign a 
statement agreeing that the meeting report is an accurate representation of the discussion and 
conclusions of the CATT Team. The original signatures will remain on file with the DEP. 

The sequence of discussion on Monday, May 6 was oral noncancer assessment; dermal noncancer 
assessment and on Tuesday, May 7 was cancer assessment; inhalation noncancer assessment; oral 
screening level; and interim inhalation screening levels. (Note that Dr. Seed left the meeting at 2:30 pm 
on Tuesday, May 7, 2002; she was present and joined in all discussions through the cancer 
assessment.) However, for clarity, the meeting report is organized according to noncancer (oral, 
dermal, inhalation) assessment, cancer assessment, and screening levels. Below, under each heading is 
a brief description of TERA's opening comments, followed by the panel discussion, and then the 
outcome of the panel discussion. 

Noncancer Assessment: Review of the Oral Studies 

Prior to the meeting, TERA evaluated the available human and animal health effects studies for C8. (A 
list of the documents and studies included in TERA's prior review is provided in the Attachments). 
TERA evaluated the pool of available studies to identify the key studies that could be selected by the 
CATT panel as the basis for the pR:fD. In narrowing the list of available studies, the available data 
were evaluated weighing considerations such as observed effect levels, study duration and quality, and 
applicability to human health. The judgments were made in a manner consistent with hazard 
identification and dose-response assessment practices used in current U.S. EPA risk assessments. 
Studies were generally given greater consideration as potential principal studies if they were at least of 
subchronic duration; identified NOAEL/LOAEL boundaries on the low end of the range provided by 
all the data; and had robust design ( e.g., diverse array of endpoints, sufficient number of animals). 
From the total pool of available studies, TERA developed detailed summary tables for each of the key 
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studies having potential for being selected as the principal study for derivation of the pRfD. The 
resulting detailed summary table of key studies was provided to the panel members prior to the 
meeting to facilitate the selection of the principal study by the CATT panel and is attached. Therefore, 
discussion of the oral studies at the meeting focused on the tables presented in the attachment which 
identified those studies of sufficient duration, content, and quality to merit consideration as the bases 
for deriving a pRfD. The tables present TERA' s selection of critical effect levels, and highlight the 
study data for key parameters that showed treatment-related changes. 

At the opening of the meeting, the panel discussed whether all adequate studies had been included and 
whether any potential key studies were missing. One panelist asked why the 90-day Rhesus monkey 
study (Goldenthal, 1978b) had not been included. TERA responded that the Rhesus study was not 
considered to be as useful as the cynomolgus monkey study (Thomford et al., 2001) because it had 
fewer animals per group, and suggested a higher NOAEL/LOAEL boundary; however, findings from 
the Rhesus study would be discussed together with the cynomolgus study as supporting data. The 
panel confirmed that, to the best of their knowledge, the table included all of the toxicity work that 
should be considered in selecting principal studies for deriving the pRfD for C8. 

After agreeing that all of the potential critical studies had been identified, the panel then discussed the 
merits of each of the studies, and the appropriate No-Observed-Adverse-Effect-Levels (NOAELs), 
Lowest-Observed-Adverse-Effect-Levels (LOAELs), and lower bounds on the benchmark doses 
(BMDLs) for each study. 

Human Studies (Olsen et al. 2000; Olsen et al. 1998; Gilliland and Mandel 1996; Gilliland and 
Mandel 1993; Ubel et al. 1980) 

TERA initiated the discussion by providing a brief synopsis on the potential utility of the available 
human health effects studies for deriving the pRfD. Two cohort mortality studies were available: (1) 
Ubel et al. (1980) reviewed the records of 180 deceased 3M employees for a period of 30 years (1948-
1978) and found no significant difference between observed and expected mortality rates; (2) Gilliland 
and Mandel (1993) found no increases in mortality rates from liver cancer or liver disease in 3,537 
(2,788 males and 749 females) exposed 3M workers for 35 years (1947 - 1983). Note that since the 
CATT meeting, a new epidemiological study on almost 4,000 (80% male) 3M workers has been 
completed which found no increase incidence of cancer in C8 exposed workers. Several cross
sectional studies of3M workers (111, 80, and 74 males in 1993, 1995, and 1997, respectively) were 
available. However, these studies were noted as being limited for use in deriving the pRfD, since 
workers were exposed to unknown amounts of C8 for varying time periods, and no clear signs of 
toxicity (such as elevated serum levels of liver enzymes were reported). The mixed findings regarding 
changes in hormone levels were noted. It was noted that many of these studies provided data on serum 
levels of C8 ( or serum fluorine levels), which could serve as a measure of exposure. However, the 
current toxicokinetics data were not viewed as sufficiently developed to conduct a quantitative 
extrapolation from the reported serum levels to equivalent oral doses in humans. Based on this 
introduction, the panelists were asked to comment on the human data and its usefulness for deriving 
the pRfD. 

Key Panel Discussion Points: Panelists noted that, although limited, the existing human data are 
consistent with the animal data when exposure levels are considered. Although weaknesses in the 
epidemiology data were noted, one panel member commented that the human data are useful for 
hazard identification purposes, and provide some level of comfort in conducting the assessment since 
they do not identify adverse effects in chronically exposed workers. It was noted that a few of the 
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human subjects had C8 serum levels comparable to those observed in animal studies [20 parts per 
million (ppm) or greater]. Other panel members described gaps in the human studies. Regarding the 
absence of effects observed in the epidemiology studies, the panel noted that the small number of 
female subjects and uncertainties in exposure levels for workers prevents the existing data from being 
used to rule out human toxicity. For example, the very small numbers of women in the studies prevent 
drawing a conclusion regarding female reproductive effects. One panelist noted that the increased 
blood level of estradiol reported in some subjects is not clinically significant. In addition, no 
adjustments were made for body mass index (BMI) variations among subjects. Since BMI is known to 
affect estradiol levels and in this study BMI was the only parameter to correlate with hormone levels, it 
was noted that it is unlikely that C8 exposure was related to increased estradiol levels. The panel 
discussed Gilliland and Mandel (1986), which reported six prostate cancer deaths overall and four 
among exposed workers. One panel member commented on the update to this study (no study report 
was provided), which showed no indication of increased risk of prostate cancer. This follow up study 
demonstrated that only one of the four workers with prostrate cancer were determined to have been 
exposed when work history records and blood levels of C8 were examined. 

It was suggested that it might be possible to correlate C8 serum concentrations with lack of observed 
toxicity to estimate a human NOAEL. However, it was noted that the lack of clear exposure levels in 
the human studies precluded this type of analysis. Although C8 half-life determinations were 
conducted in some of the human studies, this information cannot be used to determine exposure doses 
because some exposure to the subjects may still be occurring. However, it is clear that humans do not 
have the major sex-related half-life difference that exists in rats. It was noted that a physiologically
based pharmacokinetic (PBPK) model is being developed, which may be useful in estimating exposure 
concentrations from human serum C8 levels. However, a panel member familiar with the status of this 
current toxicokinetic modeling effort, noted that the data are not sufficiently developed to use for 
quantitative risk assessment purposes at this time. 

Outcome: The panel agreed unanimously that the human studies were not adequate to be used for 
quantitative dose-response determinations. The human studies have many substantial data gaps, such 
as low numbers of subjects and unknown exposure concentrations. No LOAEL was established and 
the exposure uncertainty does not allow identification of a clear NOAEL. In final comments made 
during polling of the panel, one panel member agreed with the group, but noted that the data could be 
used to develop a bounding estimate. A second panel member added that some evidence suggests the 
endocrine system as a target for C8 effects, and therefore, the human data might support the animal 
toxicity studies. 

Definition of Adverse Liver Effect 

TERA noted that in all experimental animal studies liver effects occurred. For the purposes of 
conducting this assessment, TERA defined adverse liver effects as the presence ofhistopathology 
(moderate grade hypertrophy would be considered sufficient) in addition to statistically significant 
absolute or relative weight changes, or a liver weight change of 10% or greater. A doubling of serum 
levels of liver enzyme activity ( e.g., alkaline phosphatase (ALP), aspartate aminotransferase (AST), or 
alanine aminotransferase (ALT)) would also indicate an adverse liver effect. These adverse effects are 
used by other health organizations as well. The panel unanimously agreed with this general definition 
of adverse for liver effects, but noted that individual studies could demonstrate a continuum of liver 
effects that could be considered biologically significant. 
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Palazzolo et al. 1993 

This is a 90-day study in male rats in which animals received C8 at doses of 0, 0.05, 0.47, 1.44, and 
4.97 mg/kg-day in feed. The major finding in this study was increased liver weight with 
histopathological findings such as moderate hypertrophy. Panelists were asked to comment on the data 
from this study; on the selection of study adverse effect levels; and on the usefulness of this study as 
the basis for deriving a pRfD. 

Key Panel Discussion Points: The possible role of peroxisome proliferation in the observed liver 
effects was discussed. The panel discussed uncertainty in the relevance of this mechanism to humans. 
One panelist stated that when considering the relevance of peroxisome proliferation, it is important to 
consider both qualitative and quantitative issues. This panelist suggested that peroxisome 
proliferation may potentially occur in humans because the cellular receptor that modulates this reaction 
in rodents has been found in humans, but that this mode of action should be considered to be only 
qualitatively relevant to humans because the receptor is far less expressed in humans, and humans have 
not been shown to manifest a peroxisome proliferation response. It was noted that USEP A has an on
going project to investigate the relevance to humans of rodent peroxisome proliferation effects, but at 
this time EPA has no official policy on the significance of peroxisome proliferation for humans. It was 
also noted that IARC has also considered the issue of peroxisome proliferation and concluded that this 
mode of action is not relevant to humans if it has not been demonstrated to occur in human cells or 
primates treated with the chemical in question. (Note that the panel discussed the role of peroxisome 
proliferation as a potential mode of action for tumor formation later in the meeting. The results of this 
discussion are documented in the section on Cancer Mode of Action) 

Discussion occurred regarding the usefulness of relative versus absolute liver weight in determining 
adverse effect levels. One panelist stated that changes in both of these parameters are preferred before 
designating a dose as an adverse effect level. However, most panelists considered a change in relative 
liver weight to be sufficient to designate a dose level as an adverse effect level. It was noted that liver 
weights in dosed animals in this study were comparable to control values after an 8-week recovery 
period; however, the panel agreed that this recovery should not influence selection of the NOAEL and 
LOAEL values. 

Outcome: The panel agreed unanimously that 1.44 mg/kg-day is the LOAEL for this study because at 
this level statistically-significant increases in relative liver weight and CoA oxidase activity occur. In 
addition, hepatocellular hypertrophy of minimal severity or greater is observed in 14 of 15 animals at 
this dose, and in 2 of 15 animals at grade 2 or higher. The panel recommended that benchmark dose 
modeling be performed for the data based on grade 2 or higher hepatocyte hypertrophy. This modeling 
was conducted during the course of the meeting, resulting in a BMDL estimate of 1.3 mg/kg-day. It 
was noted that this BMDL is essentially the same as the LOAEL found in this study. Most panelists 
believed 0.47 mg/kg-day is the NOAEL because at this dose there are no statistically significant 
changes in either absolute or relative liver weight and only a "minimal" severity ofhepatocellular 
hypertrophy is reported at this dose. However, one panel member preferred to call this a "minimal 
LOAEL" rather than a NOAEL, noting that dose-related changes in critical liver parameters had been 
established at the lower dose levels and suggesting that these could be part of the continuum of effects 
that might be considered a minimal LOAEL. 

14 



ED_001803B_00003809-15

Goldenthal 1978a 

This is a 90-day study in male and female rats in which animals received C8 in their feed at doses of 0, 
0.56, 1.72, 5.64, 17.9, or 63.5 mg/kg-day for males and 0, 0.74, 2.3, 7.7, 22.4, or 76.5 mg/kg-day for 
females. This study is limited by the small number of animals (5/sex) in each dose group. Therefore, 
this study was not considered to be a key study. However, it was presented for the panel's 
consideration and comments because it includes female as well as male animals and the data on 
relative liver weights allow a BMD to be calculated. 

Key Panel Discussion Points: One panelist noted that a sex difference was observed in this study. 
Another mentioned that this study demonstrates the importance of internal dose (C8 serum level), as 
compared to the administered dose. 

Outcome: The panel agreed with the proposed NOAEL, LOAEL, and BMDL as presented by TERA. 
However, the panel also agreed unanimously that the study was not adequate to serve as the basis for 
deriving a pRfD because of limitations in the study (e.g., the small number of animals). 

York2002 

This is a two-generation reproduction study in which male and female rats received C8 doses of 0, 1, 3, 
10, and 30 mg/kg-day by gavage in distilled water. Parental animals were exposed through 
cohabitation and gestation to weaning of Fl animals, approximately 6 weeks. Fl animals were 
exposed from weaning until weaning of the F2 generation. The primary findings were increased liver 
weight and liver pathology in P and Fl generation male animals; however, it was noted that histology 
was conducted only when gross effects had been observed, and therefore liver histopathology data 
were not available for the control and low-dose Fl generation males. 

Key Panel Discussion Points: One panelist stated that this was study was of excellent quality because 
it was conducted according to OPPTS guidelines for 2-generation studies. Two panelists noted that the 
degree of F 1 generation exposure to C8 while in utero and while nursing was uncertain and may not 
have occurred at all because of rapid elimination of C8 from the systemic circulation of the female rats 
after it was administered via gavage. Therefore, the lack of reproductive toxicity in this study may not 
be meaningful. Other panelists agreed, but stated that the fact of rapid clearance resulting in decreased 
fetal exposure may not be relevant for humans because women do not have the same active secretory 
mechanism for C8 that exists in the female rat. Another panelist noted that rodent placenta provides 
less of an anatomical barrier than exists in primates. Another panelist observed that studies with 
radiolabeled C8 demonstrated that C8 could cross the placental barrier in rats. One panelist wondered 
whether female rat pups at weaning have developed the active secretory mechanism for C8 that exists 
in the mature females. Another panelist recalled data showing that weanling female rats were able to 
clear C8 faster than males, but not as fast as mature females. One panelist recommended that delayed 
sexual maturation and increased frequency of estrous cycles be included in the adverse effects noted 
for females for this study. A panelist pointed out that this study indicated a critical difference in the 
toxicity of C8 versus the structurally similar perfluorocarbon PFOS; in that PFOS caused fetal death at 
birth in a similarly designed study, while in this study C8 administration was associated with only a 
slightly statistically significant increase in fetal death at the post-weaning timeframe. 

Outcome: The panel concluded that the LOAEL for males is 1 mg/kg-day. The males showed 
statistically-significant increases in liver and kidney weights at 1 mg/kg-day. No histology was 
conducted on liver and kidney at this dose level because no gross lesions were seen. However, given 
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the substantial histopathology noted at the next higher dose level (3 mg/kg-day), the panel believed 
pathology does exist at the 1 mg/kg-day level; therefore this level meets the agreed-upon definition of 
an adverse effect. The panel concluded that the LOAEL for females is 30 mg/kg-day. The females 
showed several adverse effects at this dose level, including increased mortality and decreased body 
weight. No NOAEL was identified for males; the NOAEL for females is 10 mg/kg-day. All of these 
values apply to both the P and Fl generation animals. Two panel members reviewed the BMDL 
modeling results, and agreed with the selection of0.42 mg/kg-day as the study BMDL. 

Riker Laboratories 1983 

This is a chronic, 2-year study in male and female rats in which animals received CS in feed at doses of 
0, 1.3, and 14 mg/kg-day for males and 0, 1.6, and 16 mg/kg-day for females. The primary findings in 
this study are liver effects in male rats. However, it was noted that this chronic study also reported 
non-hepatic effects ( ovarian stromal hyperplasia and ataxia) in female rats. Although this effect was 
not found in the subchronic study that included females (Goldenthal, 1978), the small number of 
animals in that subchronic study (n=5) may have limited the power of the study to observe these 
effects. 

Key Panel Discussion Points: One of the panelists identified some copying errors in the tables 
(incidences of mammary fibroadenomas, Ley dig cell adenomas, and ALT activity in the control group) 
and these values were corrected prior to the panel discussion (the attached table presents the corrected 
values). The panel disagreed with the study author's conclusion stated in the study report that the 
testicular vascular mineralization was a "spontaneous change occurring in aging rats" and that the 
ovarian stromal tubular hyperplasia was "equivocally related" to CS administration because it did not 
progress. The panel considered both these effects to be biologically significant and relevant for 
determining adverse effect levels. One panelist stated that ovarian stromal hyperplasia is not 
commonly found in rats and noted that in this study the incidence of ovarian stromal hyperplasia in the 
control animals is zero. The panel discussed the relevance of the ataxia observed in females, but did 
not reach any conclusions about its possible biological significance. One panelist noted that at the time 
this study was conducted, the term "hepatic megalocytosis" was synonymous with the term "hepatic 
hypertrophy" currently in use. It was noted that the BMDL of 0.73 mg/kg-day calculated based on 
liver effects in males is consistent with the NOAELs for liver effects observed in other rat studies. In 
the initial summary table from which the panel was working it was noted that no BMDL was estimated 
for ovarian stromal tubular hyperplasia, since an adequate fit to the data was not achieved. One 
reviewer suggested that a model fit might be possible using log-transformed data, since the study 
results showed a clear log-related response curve. This approach was applied during the meeting, and 
resulted in a best estimate of the BMDL of 1.6 mg/kg/day. 

Outcome: The panel agreed unanimously to the proposed NOAEL of 1.3 mg/kg-day for males, with a 
corresponding LOAEL of 14 mg/kg-day based on the following adverse effects: increased liver weight, 
hepatic cystoid degeneration, increased ALT enzyme activity, and testicular vascular mineralization. 
The panel agreed that the LOAEL in females was 1.6 mg/kg-day based on a statistically significant 
increase in the incidence of ovarian stromal tubular hyperplasia, and that this study did not identify a 
NOAEL for females. The panel further agreed that the estimated BMDL from this study is 0.73 
mg/kg-day based on liver effects in males as the benchmark response. 

16 



ED_001803B_00003809-17

Thomford et al., 2001 

This is a 26-week study in cynomolgus monkeys, in which animals received C8 at doses of 0, 3, 10, or 
30/20 mg/kg-day by gastric intubation of gelatin capsule. Gastric capsule intubation was chosen as the 
method of C8 administration to avoid emesis, which had occurred in the earlier Rhesus monkey study 
(Goldenthal et al., 1978b). Even so, several animals had problems tolerating the highest C8 dosing; as 
a result, the high dose was either reduced or in some cases, discontinued. Afterwards, time-weighted 
average doses were used to approximate the C8 dose given to the high-dose group. One animal died in 
the high dose group; primary findings included clinical signs and altered liver weight. TERA presented 
that altered liver weight was not considered an adverse finding. 

Key Panel Discussion Points: At least two panelists believed that the degree of absolute liver weight 
increase (30%) noted at the 3 mg/kg-day dose should be sufficient to identify this dose as the LOAEL. 
Other panelists responded that this weight increase resulted from mitochondrial proliferation, and 
therefore was an adaptive response, not an adverse effect. They also pointed out that, unlike laboratory 
rodents, cynomolgus monkeys routinely exhibit large genetic variations. As a result, large differences 
in organ weights among these animals is relatively common and a 30% difference between groups -
especially small groups, as in this study - is not necessarily biologically meaningful. Some panelists 
attempted to compare this study with the study conducted in Rhesus monkeys in order to help define 
the LOAEL, but this was not possible due to the uncertainty of dosing caused by the emesis that 
occurred in the Rhesus study. One panelist asked if the dosing technique (gastric intubation of the 
drug contained in gelatin capsules) might have contributed to a large range of C8 blood levels because 
of differences in capsule disintegration rates. Another panelist responded that this was unlikely 
because, while the data sometimes demonstrated large inter-animal variations in blood levels, the intra
animal variation over several dose administrations was small. It was noted that C8 serum levels were 
essentially the same in the low and mid-dose groups: 74, 80, and 120 µg/mL at 3, 10, and 30/20 
mg/kg-day, respectively. The panel concluded that the similarities in serum C8 levels may explain the 
very similar effects observed between the 3 and 10 mg/kg-day dose groups. One panelist noted that 
protein-binding saturation was similar between the monkey and human. 

Outcome: The panel agreed that the LOAEL is best described as "from 3 to 10 mg/kg-day" based on 
30% increased absolute liver weight, and that a NOAEL does not exist for this study. At all three dose 
levels, statistically significant increases in absolute and relative liver weights occurred, but without 
accompanying histopathology. No clinical or histopathological evidence of organ damage occurred at 
any of the three dose levels. Dose-related trends toward lower T3 and T4 levels were observed, but 
these failed to achieve statistical significance, even at the highest dose. The panel concluded that these 
data are insufficient to identify any single dose as a LOAEL or NOAEL. Since the serum C8 levels 
were essentially the same for both the 3 and 10 mg/kg-day doses, the panel believed that designating a 
range of 3 to 10 mg/kg-day for the LOAEL is the best way to describe the study results. 

Noncancer Assessment: Oral Hazard and Dose-Response Characterization 
(Note: Dr. Seed abstained from voting during this part of the meeting.) 

Critical Study and Point-of-Departure 

The summary ofNOAELs, LOAELs, and BMDLs unanimously agreed to by the panel is presented in 
Table 1 below. The individual study adverse effect levels were discussed by the panel for the purpose 
of selecting a critical study and effect level for derivation of the pR:fD. 
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Key Panel Discussion Points: The primary target organ for C8 is the liver, and males are clearly more 
sensitive to this effect than female rats. One panelist observed that the liver effects in rats may be 
related to peroxisome proliferation, and therefore may not be quantitatively relevant for humans. For 
this reason, the liver effects in rats might not be an appropriate critical endpoint Another panelist 
responded that, because of this, it was important to note that the monkey and rat LOAELs are in the 
same range, and since the liver effects in monkeys may not be related to peroxisome proliferation, liver 
toxicity might also be a relevant endpoint for humans. The observation of ovarian effects in female 
rats at the same LOAEL as liver effects in males was noted as a second reason to consider the rodent 
studies as an appropriate basis for deriving the pRfD. 

Table 1. Summary of NOAELs, LOAELs, BMDLs, and 
Critical Effects for Key and Supporting C8 Studies 

Species Sex NOAEL LOAEL BMDL 
Critical 
Effect 

Key Studies 
Palazzolo et al. (1993) Rat M 0.47 1.44 1.3 Liver 
York et al. (2002) Rat M None 1 0.42 Liver 

Riker Laboratories 
Rat 

F None 1.6 1.6 Ovary 
(1983) M 1.3 14 0.73 Liver 
Thomford et al. (2001) Monkey M None 3-10 None Liver 
Suooortin2 Studies 
Goldenthal et al. 

Rat M 0.56 1.72 0.44 Liver 
(1987a) 
Goldenthal et al. 

Monkey M,F 3 10 
Not Clinical 

(1987b) done signs 

Some panelists favored choosing the monkey study as the critical study, due to the closer biological 
relationship with humans as opposed to rats. It was also noted that the observed increase in liver 
weight in monkeys may not be related to peroxisome proliferation and, therefore, may be more 
relevant for human health risk assessment. Other panelists disagreed, pointing to the uncertainties in 
dosing and effects, the small number of animals per dose group, and the unclear boundary between 
NOAEL and LOAEL values. Also, it was noted that the monkey study could not be considered the 
critical study because the 90-day, two-generation, and two-year rat studies all have LOAEL, NOAEL, 
and /or BMDLs below the LOAEL range identified in the monkey study, and therefore based on 
selection of the critical study with the lowest adequate NOAEL/LOAEL boundary would support the 
use of the rodent studies. 

The panel considered whether it would be better to base the pRfD on a NOAEL or on a BMDL. Some 
panelists thought a NOAEL basis is a simpler concept and would be easier to explain to the public. 
Others responded that the BMDL captures more information from the entire study (e.g., reflects 
information from the full dose-response curve, and variability in the dose-response data) and therefore 
is the better choice as the basis for the quantitative dose-response assessment. Another panel member 
mentioned that a NOAEL is not a "no effect" level, rather it reflects the proportion of the responding 
population that can physically be observed in an experimental situation. Therefore, the size of the 
population is important. The panel agreed to not rule out using either a NOAEL or BMDL, but instead 
to focus on the quality of each study and the lowest critical effect level it provided. 
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The panel noted the unusually good agreement of the NOAELs and LOAELs from all the studies. The 
lowest NOAEL observed in one of the potential key studies was 0.47 mg/kg-day, from the 90-day rat 
study by Palazzolo et al. (1993). The lowest LOAEL observed in a key study was 1 mg/kg-day from 
the rat two-generation study (York et al., 2002). This study did not test doses low enough to identify a 
NOAEL; however, the BMDL value estimated for this study, 0.42 mg/kg-day, was essentially the same 
as the observed NOAEL from the 90-day study. Therefore, the panel agreed that the BMDL was an 
appropriate NOAEL surrogate for the two-generation study. The ovarian stromal hyperplasia reported 
in the chronic rat study (Riker Laboratories, 1983), provided a higher LOAEL than the two-generation 
study, and the BMDL for this effect resulted in the same value as the LOAEL. This demonstrates that 
the liver endpoint is the critical effect, because it occurs at lower doses. 

Outcome: Because of the consistency in NOAELs/LOAELs and critical effect in all the key studies, 
the panel concluded that all studies could be considered co-critical studies and that all provide 
important information for human risk assessment. However, the panel unanimously agreed that the 
NOAEL surrogate from the two-generation study, a BMDL of0.42 mg/kg-day, should serve as the 
point-of-departure for the pRID. This value was selected since it represented the lowest NOAEL or 
BMDL, and provided the added consideration of having evaluated reproductive and developmental 
effects. 

Uncertainty Factors 

If adequate human data are available, these data are used as the basis for noncancer risk factor 
development. Otherwise, animal study data are used, along with a series of professional judgments 
that are incorporated into the risk factor as "Uncertainty Factors" and account for an assessment of the 
relevance and scientific quality of the experimental studies. There are five different uncertainty factors 
commonly used to address issues of biological variability and uncertainty. Two factors (Interspecies 
and Intraspecies) are used to address variability or heterogeneity that exists between animals and 
humans, and within different human populations. Three factors (Subchronic, LOAEL, Database) are 
used to address lack of information. Typically, the maximum total uncertainty factor that EPA will 
apply is 3000. If all five areas of uncertainty/variability are present warranting a total UF of 10,000, 
then EPA generally concludes that the uncertainty is too great to develop an RID. The panel discussed 
each area of variability or uncertainty separately. A short introduction to each area of uncertainty is 
provided below to aid the reader in evaluating the discussions of the panel. 

Intraspecies Variability (UF !i1 This factor accounts for the natural differences that occur between 
human subpopulations and for the fact that some individuals may be more sensitive than the average 
population. This factor is composed of two subfactors - one to account for toxicokinetic differences 
(how the body distributes and metabolizes the chemical) and one to account for toxicodynamic 
differences (how the body responds to the chemical). If no information is available on human 
variability, then a default value of 10 is used. If adequate information is available on one of the two 
subcomponents, then this information is used along with a default value of 3 for the remaining 
subfactor. If data are available to adequately describe human variability in both subfactors, then actual 
data may be used to replace default values. In addition, if a RID is based on human data gathered in the 
known sensitive subpopulation, a value of 1 may be chosen for this factor. 
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The panel discussed the lack of available data describing human variability. One panelist suggested a 
comparison of human C8 blood levels and values from the animal studies. The highest human serum 
C8 level reported was 111 ppm, but the average was approximately 5 ppm. No effects were noted in 
the human subject with the highest blood level. Thus, at least some people achieved serum C8 levels 
equivalent to those that resulted in adverse effects in animal studies. 

As noted in the discussion of the human data above, the panel acknowledged gaps in the data on 
human variability and inability to define the most sensitive subpopulation, and therefore concluded that 
the default value of 10 was appropriate for this factor. 

Interspecies Variability (UF ~ This factor accounts for the differences that occur between animals and 
humans and is also thought to be composed of sub factors for toxicokinetics and toxicodynamics. If no 
information is available on the quantitative differences between animals and humans, then a default 
value of 10 is used. If information is available on one of the two subcomponents, then this information 
is used along with a default value of 3 for the remaining sub factor. If data are available to adequately 
describe variability in both subfactors, then actual data may be used to replace default values. In 
addition, if a RID is based on human data, then a value of 1 is appropriate for this factor. 

One panelist mentioned that EPA has often used a UFA value of 3 in other assessments when 
extrapolating monkey data to humans, because the kinetics and dynamics of monkeys are assumed to 
be similar to humans. This assumption is based on the fact that rhesus monkeys and macaques share a 
92% genetic homology with humans and because monkey studies are able to detect a much broader 
range of clinical findings and more specific histopathology than rodents. In addition, studies on other 
chemicals in which a good database exists in rodents, monkeys and humans demonstrate that results in 
monkey studies parallel the human effects more closely than results in rodent studies. 

Another panelist agreed and said the half-life of chemicals in monkeys was usually closer to humans 
than to rats. Other panelists responded that for C8, the half-life in monkeys is about 30 days; and this 
is much less than the C8 half-life in humans, which is estimated to be greater than one year. It was 
noted, however, that data on C8 half-life in humans is limited. 

Because no data are available to warrant moving from the default, the panel unanimously agreed that a 
UFA value of 10 is appropriate with either the rat or monkey toxicology studies. 

Subchronic to Chronic Extrapolation (VF it_ Because the RID protects for a lifetime exposure, this 
factor is applied when the database lacks information on the health effects of the chemical following a 
chronic exposure. Two issues are considered when making judgment on the use of this factor - are 
there data demonstrating that different health effects are expected following chronic exposure than 
subchronic exposure, and are there data demonstrating that the observed health effects progress in 
severity as exposure duration increases? If the database contains no information on chronic exposure, 
a default value of 10 is often applied, unless other data suggest a lack of progression with exposure 
duration. If the database contains adequate chronic bioassays, then a value of 1 is appropriate. If there 
are data addressing only one of the two issues, then a default of 3 may be applied. 

It was noted that the database for C8 contains an adequate chronic rat study (Riker Laboratories, 1983). 
In addition, a second chronic study (Biegel et al., 2001) was available, although this study focused 
primarily on tumorigenic mechanisms in rats. In addition, for the purpose of evaluating uncertainty 
factors, the human occupational studies were considered by the panel to be informative on the response 
(or lack thereof) of humans following long-term exposure. The database demonstrates that liver 
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toxicity was the more sensitive endpoint in both subchronic and chronic studies. In addition, the 
database clearly demonstrates that liver toxicity does not progress in severity following chronic 
exposure. This conclusion is supported by the observation that the subchronic studies identified lower 
NOAELs for liver toxicity than the chronic studies. One panelist noted that the liver effect in rat 
progresses to cancer. However the panel concluded that the cancer effect was due to the peroxisome 
proliferation mechanism (as discussed below in the discussion of the cancer risk assessment). Based 
on these considerations, the panel unanimously agreed that a UF s value of 1 is appropriate for the rat 
studies. 

The panel also discussed whether a different value for UF s would be appropriate if the monkey study 
had been used as the critical or co-critical study. One panelist observed that there were no data in 
monkeys regarding the progression beyond 26 weeks; another responded that there was no reason to 
think the effects in monkeys would be any more progressive than those in rats. Another panelist 
suggested that the toxicity of C8 in humans does not appear to be progressive. However, the panel 
agreed that there was some inherent uncertainty in the monkey study to justify use of the value of 3 for 
UFs if the monkey study were the critical study. 

LOAEL to NOAEL Extrapolation (UF!J:_ Because the RID is considered to be a subthreshold value 
that protects against any adverse health effects, this factor is applied when the database lacks 
information to identify a NOAEL. If the database does not identify a NOAEL, then a default of 10 is 
used for this factor. If a NOAEL is used, a value of 1 is appropriate. Often, if the database does not 
identify a NOAEL, but the adverse effects observed are of minimal severity, then a default of 3 will be 
considered appropriate for use of a "minimal LOAEL". 1 

Several of the studies considered as co-critical identified NOAELs; the lowest NOAEL is 0.4 7 mg/kg
day from the 90-day study. Also, the BMDL estimated for the two-generation study was essentially 
the same as the observed NOAEL from the 90-day study. These NOAELs and BMDLs were based on 
well-conducted studies and their use as a basis of the pRfD is consistent with standard practice. 
Therefore, the panel had confidence that the C8 database has identified the threshold for toxicity in 
rats, and it unanimously agreed a UFL value of 1 is appropriate for the critical effect in the rat studies. 

The panel also considered the value ofUFL that would be appropriate if the monkey study were to be 
used as the critical study. Because there is no clear NOAEL value, the panel agreed that a value of 1 
was not appropriate. However, because the effects seen at the low dose were limited to mild increases 
in liver weight without accompanying changes in histopathology, or any other effect, the low dose was 
considered to be a minimal LOAEL. Therefore, the panel agreed that a UFL of 3 would be appropriate 
if the monkey study were to be used as the critical study. 

1 EPA is currently discussing the application of UFL when using a BMDL. A BMDL value represents 
the lower limit on the dose that should cause 10% of the experimental animals to respond with the 
effect that is being modeled. Because animal studies typically cannot detect a response less than 10%, 
an experimentally derived NOAEL also represents the dose that causes 10% of the animals to respond. 
For this reason, EPA has historically considered a BMDL to be a NOAEL surrogate and selected a UFL 
value of 1 when a BMDL is used. Although EPA does not have official guidance on this issue, recent 
discussions in the agency suggest that if the effect being modeled for the BMDL is adverse, then the 
BMDL should be considered as a LOAEL. Currently, BMDLs are being evaluated on a case-by-case 
basis, considering the nature of the effect being modeled and the relationship of the estimated BMDL 
to observed NOAELs. 
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Database (UFQF The database for deriving a high confidence RID includes two chronic bioassays by 
the appropriate route of exposure in different species, one two-generation reproductive toxicity study, 
and two developmental toxicity studies in different species. The minimal database required for 
deriving a RID is a single subchronic bioassay, that includes a full histopathology examination. The 
database factor is used to account for the fact that a potential health effect may not be identified if the 
database is missing a particular type of study. This factor may also be used if the existing data indicate 
the potential for a heath effect that is not fully characterized by the standard bioassays, for example 
neurotoxicity or immunotoxicity. If the database is complete, a value of 1 is appropriate. If only the 
minimal database is available, then a default of 10 is used. A value of 3 may be used if the database is 
missing one or two key studies. 

The panel agreed that the oral database for C8 is complete. For the purpose of evaluating uncertainty 
factors, the panel felt that the human occupational studies provided sufficient information on the 
effects of long-term exposure in humans to function as a chronic bioassay. In addition, the consistency 
between the monkey and rat subchronic studies provides confidence that non-rodent species respond 
similarly to rats and that liver is a sensitive target organ in all species. Furthermore, a developmental 
toxicology study indicated that such effects only occurred at high concentrations, and reproductive 
effects were monitored in the 2-generation reproductive study. 

Therefore, the panel unanimously concluded that a UF0 value of I is appropriate with either the rat or 
monkey toxicology studies selected as the critical study. 

Outcome: The summary of the panel's unanimous conclusions regarding individual and composite 
uncertainty factors is presented in Table 2 below. The composite uncertainty factor is obtained by 
multiplying the individual factors. (Note, that following EPA convention, an uncertainty factor of 3 
actually represents the log of the halfway point between 1 and 10. Therefore multiplying half-log 
values of 3 results in a full log value of 10, rather than 9 as would be expected for numeric 
multiplication.) 

Table 2. Panel Recommendations of UF Selection for Oral pRfD 

Study UF!! UF~ UF!: UF!! UFiz Comnosite UF 

All Rat 10 10 1 1 1 100 
Monkey 10 10 3 1 3 1000 

Oral Reference Dose (RID) 

The final value of the RID is obtained by dividing the point-of-departure by the composite uncertainty 
factor. As discussed above, the point-of-departure selected by the panel is the BMDL of0.42 mg/kg
day estimated from the rat two-generation study (York et al., 2002) and the composite factor is 100. 
Therefore, the resulting pRID is 0.42 + 100, or 0.0042 mg/kg-day. Because of the lack of precision 
inherent in the RID, only one significant figure is appropriate; therefore, this value is rounded to 0.004 
mg/kg-day. 
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For comparison purposes, the panel considered the pRfD values that would result from choosing 
alternative NOAELs or BMDLs as the point of departure. This analysis is presented in Table 3 below: 

Table 3. Comparison ofpRIDs Derived Using Different Studies 
Study UF NOAEL RID BMDL RID 
Palazzolo et 

100 0.47 0.005 0.72 0.007 
al. (1993) 
Riker 
Laboratories 100 1.3 0.01 0.73 0.007 
(1983) 
York et al. 

100 0.42 0.004 
(2002) --- ---
Thomford et 

1000 
3-10 

0.003-0.01 
al. (2001) (LOAEL) 

--- ---

Based on this review table developed by the panel, the pRfDs that could be derived from the C8 oral 
database range from 0.003 to 0.01 - at most a factor of 3 separates the different potential pRfDs. 
Considering that the definition of the RID states that the RID incorporates uncertainty spanning an 
order of magnitude (a 10-fold variation), the panel noted that close agreement of the potential pRfD 
values provides added confidence in the derived pRfD of0.004 mg/kg-day. 

Noncancer Assessment: Review of the Dermal Studies 
(Note: Dr. Seed abstained from voting during this part of the meeting) 

The data on C8 by the dermal route of exposure are limited. Other than acute lethality, skin 
sensitization, and irritation studies, the dermal database consists of only a single 2-week study. 

Kennedy et al. 1985 

This is a two-week study in male rats in which animals had C8 applied to the skin for 6 hours/day, 5 
days/week at doses of 0, 4.2, 42, and 420 mg/kg-day. Although this is a short-term study, it is the 
only candidate for possible use in determining a reference dose for the dermal route of administration. 
The primary effects observed were increased liver weight and liver pathology. A panelist noted that 
the study design prevented animals from ingesting the dermally-applied material. Although the 
amount of material inhaled was considered to be low, some inhalation almost certainly occurred in the 
dosed animal because the control animals had detectable C8 blood levels. It was also noted that the 
consistency of the material applied to the animals varied among the dose groups, depending on the 
concentration of C8 in the material matrix. In all instances the amount of material on the skin was 
considerably thicker than a monolayer, and therefore, the applied doses might not reflect accurately the 
absorbed doses of C8 in this study. 

Key Panel Discussion Points: One panelist stated that this study could provide potentially useful 
information because systemic effects are observed at dose levels below those which cause portal of 
entry effects (skin irritation). The panel discussed whether it would be appropriate to extrapolate the 
results of this study to longer durations in order to derive a dermal pRfD. The panel concluded that 
such extrapolation would not be advisable because of the possibility of unpredictable longer-term 
dermal effects. One panelist asked if route-to-route extrapolation could be done from the oral studies 
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to estimate a dermal NOAEL or LOAEL. Other panelists thought this would not be possible due to 
uncertainties in the C8 toxicokinetics by oral versus dermal exposure routes. For example, 
enterohepatic circulation is known to occur following oral exposure, but would not occur following 
dermal exposure. Therefore, the toxicokinetics of C8 is different between the two routes of exposure. 
Regardless of the route of entry, C8 is not metabolized. Furthermore, no data on the dermal absorption 
rate were identified. One panelist noted that if the findings from this study were used to determine a 
reference dose, the resulting value would be higher than the reference dose obtained from the oral 
studies. Therefore, using oral studies to set the reference dose would be adequately protective, of 
systemic exposure via the dermal route. Another panelist agreed, stating that no dermal reference dose 
should be identified at all, and that a specific reference dose for dermal exposure was not needed. 

Outcome: The panel agreed unanimously that this study should not be used to determine a dermal 
pRID because of uncertainties inherent in the study design as noted in the discussion. 

Noncancer Assessment: Review of the Inhalation Studies 
(Note: Dr. Seed was absent during this part of the meeting) 

The data on C8 by the inhalation route of exposure are limited. Other than acute lethality studies, the 
inhalation database consists of a 2-week study and a developmental toxicity study. 

Kennedy et al. 1986 and Staples et al. 1981 

Two inhalation studies were discussed as potential candidates for deriving the pRfC. Kennedy et al. 
(1986) reported a two-week study in male rats in which animals were exposed head-only 6 hours/day, 
5 days/week to C8 air concentrations of 0, 1, 7.6, or 84 mg/m3• The primary effects observed in this 
study at the mid-concentration included increased absolute and relative liver weight, supported by 
clinical chemistry and histopathology findings. The high concentration resulted in severe toxicity, 
including mortality in one rat. Other findings at the high concentration group were increased lung and 
testes weight. A concentration-dependent increase in the incidence of nasal and ocular discharge was 
noted. 

A second potential critical study for deriving the pRfC was a developmental toxicity study by Staples 
et al. (1981). Pregnant rats were exposed whole-body 6 hours/day on gestation days 6 to 15 to C8 air 
concentrations of 0, 0.14, 1.2, 9.9, and 21.0 mg/m3• 

The panel agreed the Kennedy two-week study provided the highest quality data for possible 
determination of critical effects and provided a slightly lower NOAEL/LOAEL boundary, even though 
both studies used similar air concentrations. In addition, the Kennedy et al. (1986) study evaluated a 
broader array of systemic endpoints, and included a histopathology examination. 

In describing their initial review of the study, TERA noted that EPA's RfC methodology states that the 
air concentrations to which animals are exposed are to be converted to "Human Equivalent 
Concentrations (ConCHEc)" by applying dosimetric adjustments (USEPA, 1994). Dosimetric 
adjustments account for the different structure and surface area of animal respiratory tracts compared 
with humans. Different dosimetric adjustments are applied depending on where effects are observed. 
For example, a different dosimetric adjustment will be applied for liver effects than will be applied for 
lung effects. TERA noted that the key piece of data needed to calculate the ConcnEc is a description of 
the particle size distribution (i.e., the mass median aerodynamic diameter and geometric standard 
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deviation or GSD). Data available from the published study did not provide complete information 
about the mass median aerodynamic diameter for the low-concentration group, or GSD for any 
exposure group. In order to facilitate the discussion of the study, TERA presented human equivalent 
concentrations for liver (extrarespiratory) and lung (pulmonary) effects from this study assuming either 
a monodisperse particle size distribution or a polydisperse particle size distribution. These results were 
presented to the panel as shown in Table 4 below. 

Table 4. Preliminary ConcHEC Calculations from Kennedy et al. (1986) 
Study Concentrationa GSD = 1.3 (Monodisperse) GSD = 3 (Polvdisperse) 

Liver Lung Liver Lung 
1.0 0.6 0.018 0.5 0.09 
7.6 4.6 0.14 4.0 0.70 
84 67.7 17.7 46.9 7.4 
a. All values are presented in units of mg/m5 • 

Key Panel Discussion Points: It was noted that the inhalation database does not meet the minimum 
database requirements for determining an RfC of one subchronic 90-day study that includes 
histopathology of the respiratory tract, but that the consent order required a pRfC in order to set air 
screening levels. One panelist stated that it was not appropriate to extrapolate from oral studies to 
derive a RfC because of the absence of data on toxicokinetics differences between these routes ( e.g., 
effects of enterohepatic circulation, or absorption). 

One panel member indicated that the data needed to calculate the ConcnEc (i.e., the mass median 
aerodynamic diameter [MMAD] and geometric standard deviation [GSD]), but not reported, in the 
published study could be made available to TERA after the meeting. The panel agreed that these data 
should be provided to TERA, for calculation of the appropriate ConcnEc following the meeting. The 
panel then discussed whether the lung or the liver was the critical organ, recognizing that the final 
designation of critical effect could not be made until the correct ConcnEc is calculated. TERA raised the 
question of whether the reported increases in the incidence of nasal and ocular discharge should be 
considered an adverse effect. It was noted that this effect is not uncommon for the exposure protocol 
that was used, and the effect was seen in all groups. It was further noted that C8 is not an irritant, and 
that no nasal histopathology was observed in exposed animals. In selecting critical study 
concentrations the panel discussed the lung effects at higher doses. One panel member suggested that 
at the high concentration the overt pulmonary toxicity was observed due to the large particle burden. 
Uncertainties in interpreting the lung effects were raised by the panel. One panelist noted that the 
studies were too short to determine what effect chronic exposure would have on the respiratory tract. 
Another suggested that existing human data associated with the human study reports discussed earlier 
(pulmonary function testing of workers, etc.) might be useful in determining NOAEL/LOAEL values. 
After this discussion, the panel considered the study concentration of 7 .6 mg/m3 to be the NOAEL for 
pulmonary effects, with the LOAEL of 84 mg/m3• 

The panel next discussed the liver effects. It was noted that the observed increases in liver weight 
were consistent with the effects observed in the oral studies. Another panel member noted the 
increased alkaline phosphatase (AP) values observed at the higher doses were not necessarily the result 
of the types of liver effects seen in the oral and dermal studies, since increased AP levels often reflect 
disorders of biliary flow. One panelist questioned the ability of the study to detect systemic effects 
given the short exposure period and the kinetics of the compound; however, another panelist replied 
that the half-life of C8 in rats is 5 to 7 days, and the study design would have allowed achievement of 
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steady-state concentrations in the blood. The panel considered the study concentration of 1.0 mg/m3 as 
the NOAEL for liver effects. However, one reviewer suggested that if the liver effects are found to be 
the critical effect based on the ConcHEC, then benchmark concentration modeling should be conducted 
before assigning a critical effect level. 

The panel considered the appropriate uncertainty factors for a pRfC, noting that the final choice of an 
appropriate value for some areas of uncertainty may change depending on whether lung or liver effects 
are found to be critical. (Note to the reader: Essentially the same areas of uncertainty are considered in 
developing a RfC as for the RID. For a full explanation of the purpose for each factor, see the earlier 
discussion.) For the same reasons as discussed for the pRfD, the panel unanimously agreed that a 
value of 10 was appropriate for UFH, When considering interspecies extrapolation, it is generally 
considered that the dosimetric adjustments used to derive the ConCHEC account for the toxicokinetic 
differences between animals and humans. Therefore, the uncertainty factor only needs to address the 
toxicodynamic differences. Since there are no data regarding dynamic differences between rats and 
humans, the panel agreed that the default value of 3 was appropriate for UFA· Since the Kennedy 
study identified a NOAEL, the panel unanimously agreed that a value of 1 was appropriate for UFL, 

The panel considered that two of the factors, UFs and UF0 , were related to the decision of whether 
lung or liver is the critical effect. If liver effects are determined to be the critical effect, then at least 
one panelist felt that UFs, could be addressed with an uncertainty factor of 1 because the oral studies 
provided enough information to be confident that the liver effects would not progress in severity 
following a chronic inhalation exposure. However, other panel members stated that there were 
insufficient data to assess whether liver would continue to be the critical effect or to provide 
information on how the respiratory tract would respond following longer-term inhalation exposures, 
and that a value greater than 1 for UFs was needed. For the UFs and liver as the critical organ, the 
panel votes were 1, 3, or 10 with the majority choosing 3. If liver effects are determined to be the 
critical effect, then panelists were split on the value of the uncertainty factor for UFo, choosing values 
of either 3 or 10 with the majority of the panel choosing 3. No unanimous consensus was reached on 
these two factors; however, a clear majority vote was reached on uncertainty factors of 3 each for UFs 
and UF0 in reference to liver as the target organ. 

If lung effects are determined to be critical, the panel was divided almost equally on the appropriate 
value for UFs with opinions covering the full range of options from 1 to 3 to 10. Note however, that 
six scientists voted for a factor less than 10 (either 1 or 3) and five scientists voted for a value greater 
than 1 (3 or 10). Similarly, the panel was divided on the appropriate value for UF0 ; panel opinions 
covered the full range of options from 1 to 3 to 10 with the majority of panelists choosing 3. 

As noted above, after each discussion votes were taken on individual factors. These votes are shown 
in Table 5. Note that one scientist was reviewing the dosimetric adjustment calculations during this 
discussion and so was unable to vote on these UFs; also note that one more vote at any point in Table 5 
would not have changed the final outcome. In addition, the panel did not reach consensus on the 
confidence in the RfC, with opinions ranging from "none" to "high" with the average being medium
to-low. 
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Table 5. Tally of Panel Votes for UFs and UF0 

UFs UFo 
Factor 1 3 10 1 3 10 
Liver as 1 6 1 0 6 2 
critical 
Lung as 3 3 2 1 5 2 
critical 

Outcome: One panelist reminded the group that the purpose of Kennedy et al., (1986) was to identify 
the inhalation hazard, not to look closely at NOAEL, LOAEL, etc. A prospective inhalation study 
designed to look more closely at the NOAEL/LOAEL aspects, to evaluate lesions as a function of 
exposure time, and to evaluate tissues of the respiratory tract using up-to-date methodology would be 
valuable and would allow a more focused evaluation of the RfC. Nonetheless, the panel agreed that a 
pRfC could be developed, but this agreement was not unanimous. The panel also recommended that 
TERA obtain additional data on the particle size GSD value to determine the ConcHEc corresponding to 
the NOAEL before determining whether the pulmonary or the hepatic effects are considered critical. If 
the liver effects are determined to be the critical effect, then BMD modeling should be done. The 
composite uncertainty factor was expressed as a range of 30 to 3,000. The final pRfC is presented in 
the Post Meeting Action Items. 

Cancer Assessment 
(Note: Dr. Seed abstained from voting during this part of the meeting) 

U.S. EPA' s 1999 Guidelines for Carcinogen Risk Assessment were used to frame the discussion of C8 
carcinogenic potential. TERA opened the discussion with a short introduction to these guidelines, 
highlighting the recent focus on evaluation of the mode of action data in developing a weight of 
evidence characterization, and in deciding the most appropriate dose-response approach, linear or 
margin of exposure (MOE). It was noted that the EPA's 1999 guidelines would be used as the basis 
for the deliberations of the panel. 

Cancer Hazard Identification and Mode of Action 

The panel discussed the evidence for C8 carcinogenicity in humans and agreed that the human 
carcinogenicity evidence is inconclusive. Although four prostate tumors were reported in retired 
workers, three of these four cases now are known to have had minimal or no C8 exposure. (See 
Human Studies section for more detailed discussion.) 

The panel noted that two animal carcinogenicity studies had been conducted. The first study (Riker 
Laboratories, 1983) reported treatment-related increases in Leydig cell adenomas and mammary gland 
fibroadenomas. The second study (Biegel et al., 2001) reported treatment-related increases in tumors 
in the liver, Leydig cells, and pancreas. Panelists noted that the tumors identified in the Biegel et al. 
(2001) study correspond to the triad of tumors associated with some chemicals that cause peroxisome 
proliferation. Other panelists agreed and suggested that a further examination of the data may indicate 
that this triad of tumors can be best addressed using a MOE approach. The panel also noted that the 
mammary fibroadenomas may require the default linear model because, following U.S. EPA cancer 
guidelines, no actual mode of action data for C8 and this tumor type are available to warrant moving 
from the default assumption. Each of the four types of tumors found in the two C8 animal 
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carcinogenicity studies was then discussed in detail with regard to the weight of the evidence for the 
mode of action, and the evidence supporting a linear or MOE dose-response assessment approach. 
Listed below are the outcomes and discussions for each tumor type. 

Liver tumors 

Key Panel Discussion Points: The discussion on liver tumors focused on the role of peroxisome 
proliferation as the mode of action for the observed liver tumors. In relating this liver tumor effect to 
humans, one panelist said humans are much less sensitive to peroxisome proliferation than rats. 
Another panelist noted that IARC's approach for clofibrate and other non-genotoxic peroxisome 
proliferation chemicals was to assume that the mode of action was not relevant to humans if no 
evidence of peroxisome proliferation was observed in humans. Another panelist said that although rats 
may be more sensitive than humans from a toxicodynamic standpoint ( due to interspecies differences 
in receptors), humans may be more sensitive from a toxicokinetic standpoint, since they clear C8 more 
slowly than rats. As a result, the panel member suggested that these two considerations would tend to 
decrease overall differences in species sensitivity. On the other hand, a panel member noted that no 
increased incidence of tumors have been found in people taking clofibrate, a known peroxisome 
proliferator, which suggests that humans are much less sensitive to peroxisome proliferation than rats 
and they may have no response at all. Based on these data, the panel member suggested that the lack 
of tumor development in humans exposed to C8 should not be discounted. The panel discussed 
differences in results between the two cancer studies. One panelist noted the studies have differences 
in their internal delivered doses because of differences in the animal diets. This could explain the 
difference noted in toxic effects. 

Outcome: The majority of the panel agreed that the data indicate peroxisome proliferation is the mode 
of action for the liver tumors, and that although the liver tumor response is not likely to be 
quantitatively similar between rats and humans, the use of the liver tumor response data for human 
health risk assessment cannot be totally discounted. However, other scientists indicated that based on 
the lack of peroxisome proliferation in the non-human primate studies, the rodent liver tumors are not 
relevant at all to humans. 

Leydig Cell Tumors 

Key Panel Discussion Points: In reviewing the summary tables prepared for the meeting, one panelist 
noted that Leydig cell hyperplasia should be evaluated. In response, the hyperplasia data from Biegel 
et al. (2001) was reviewed by the panel. The panel developed Table 6 to facilitate the comparison on 
hyperplasia and tumorigenic outcomes. 

Table 6. Summary of Beigel et al., 2001 Leydig Cell Data 
Pair fed controls 3001212m 

Liver carcinomas/adenomas 3/79 10/76* 
Leydig ademonas 2/78 8/76* 
Pancreatic carcinomas/adenomas 1/79 8/76* 
Leydig cell hyperplasia 26/78 35/76 
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The panel noted that no significant increase in Leydig cell hyperplasia was apparent from these data; 
however, due to different survival times between the two groups (C8 treated animals survived longer) a 
false positive effect could have occurred because older animals would have more time to develop 
naturally occurring tumors. It was noted that a more formal analysis would be needed to determine 
whether the incidence of Leydig cell tumors would still be increased after adjusting for differences in 
survival, but the formal statistical analysis was too complex to complete during the meeting. 

The panel discussed the role ofperoxisome proliferation as the mode of action ofLeydig cell tumors. 
Specifically, the panel discussed a workshop publication (Clegg et al. 1997) that evaluated the seven 
known modes of action for Leydig cell tumors. Most of the modes of action involve altered hormonal 
response in response to peroxisome proliferation, including increased estradiol via hepatic aromatase 
and binding to the TGF a receptor or elevations in leutinizing hormone to compensate for the testes 
becoming less responsive to this hormone. One panelist emphasized that the monkey study (Thomford 
et al., 2001) showed no effects in the testes, even though the animals were dosed at CS levels high 
enough to cause major weight loss and mortality. This panelist suggested that this indicates the Leydig 
cell effects seen in rats are unlikely to occur in primates. This panel member also noted that no 
increased estradiol was noted in the monkeys. 

One panelist observed that Leydig cell tumors were a classic response to peroxisome proliferation but 
the available studies do not provide positive evidence, such as increased estradiol levels, that 
peroxisome proliferation is the operative mode of action. The panelists agreed that while data gaps 
exist, a peroxisome proliferation mode of action was a reasonable assumption. One panelist stated that 
whatever the MOA was, it was not genotoxicity. 

The panel agreed unanimously that for Leydig cell tumors: 

All 7 possible mechanisms for Leydig cell tumors are non-linear; therefore a 
non-linear dose-response approach is reasonable; 

- Humans have a low incidence of these tumors; 
- The monkey study did not demonstrate Leydig cell pathology or increased estradiol; 
- Leydig cell tumors are a known tumor type for other peroxisome proliferators; 
- Humans do not develop Leydig cell tumors following exposure to other known peroxisome 

proliferators such as clofibrate; 
- Regardless of the actual mode of action, it is likely to be non-genotoxic. 

Outcome: The panel agreed that based on the absence of genotoxicity, the Leydig cell tumors were 
likely to be caused by a non-genotoxic mechanism. The panel further agreed that if sufficient evidence 
were available to show increased estradiol levels (i.e., secondary to peroxisome proliferation) as the 
mechanism for the observed tumors, then the mechanism would be non-genotoxic and would not be 
quantitatively similar or possibly not relevant at all to humans. However, without this evidence this 
effect can not be totally discounted. 
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Pancreatic tumors 

Key Panel Discussion Points: Since the tumor results from the Beigel et al., (2001) were not provided 
in the summary table distributed to the panel prior to the meeting, the pancreatic tumor data from this 
study were presented as a table at the meeting (see Table 7 below): 

Table 7 Bie2el Stud V': Pancreas Tumors 
Control Qair-fed control 3001mm 

Hyperplasia 14/80 (18%) 8/79 (10%) 30/48* (40%) 
Adenomas 0/80 1/79 7/76* 
Carcinomas 0/80 0/79 1/76 

One panelist described an analysis that had been done to compare the two cancer studies with regard to 
the pancreatic tumors. This panelist noted that although the first study (Riker Laboratories, 1983) did 
not report pancreatic tumors or hyperplasia, the second study (Biegel et al., 2001) did. However, this 
panel member also noted that the studies were not inconsistent because of the different definitions of 
adenoma versus hyperplasia based on pancreatic cell size used by the respective investigators. Also, 
the criteria for separating hyperplasia from adenomas is based on lesion size. Both studies were 
qualitatively similar with a number of larger lesions (adenomas) found in the Biegel study. Another 
scientist commented, when the two studies were recently compared by a group of pathologists using 
current criteria, there was a consistency in a pancreatic response; however, there was not an increased 
number of adenomas found in the earlier study. Instead, an increase in hyperplastic nodules of the 
acinar pancreas was found, which is consistent with the Beigel study. However, even though the 
dietary dose was the same (300 ppm), the Riker Laboratories study rats did not develop these 
hyperplasias into adenomas to the extent that occurred in the Beigel study. 

With regard to the potential mode of action, one panelist suggested that the persistent increase seen in 
cholecystokinin and increased bile acids may be involved in the MOA, but the evidence in rats, 
monkeys and humans does not support this hypothesis. When a panelist asked if a strong case could 
be made that the pancreatic tumors resulted from peroxisome proliferation, several panelists responded 
no. Another added that while some peroxisome proliferation agents cause the triad of tumors seen 
with C8, not all do. Another panelist added that no pancreatic, liver, or testes hyperplasia was noted in 
monkeys at the time of sacrifice. 

Outcome: The panel agreed that the evidence was not sufficient to demonstrate the MOA for 
pancreatic tumors, but enhanced cell proliferation (hyperplasia) was likely to be involved. The MOA 
appears to be non-genotoxic based on the results of genotoxicity bioassays. 
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Mammary Fibroadenomas 

Key Panel Discussion Points: The panel considered whether the fibroadenomas observed in the Riker 
Laboratories study were a real treatment-related effect, or an artifact of classification, since other 
mammary tumor types observed in this study showed no clear relationship with dose. Table 8 below 
shows the data for several types of mammary tumors from this study: 

Table 8. Riker Study: Mammary Tumors 
Control 30PPM 300 PPM 

Adenomas 7% 0 0 
Adenocarcinomas 15% 31% 11% 
Carcinomas 2% 0 0 
Fibroadenomas 22% 42% 48%* 

One panelist suggested that even though fibroadenomas were statistically significant, when all 
mammary tumor types are combined, they are not likely to be significant. It was noted by the panel 
that the individual incidence data from the study would need to be examined to determine the 
combined incidence of all mammary tumor types, rather than adding the percentages from each 
category. The panel discussed the histological basis for reporting separately fibroadenomas versus 
other types of mammary adenomas. A panelist suggested that since fibroadenomas do not progress to 
the other types it is correct to report them separately. Another said that the National Toxicology 
Program (NTP) reports fibroadenomas combined with adenomas. 

The panel also discussed potential modes of action for mammary tumors. Increased estradiol was 
proposed as a possible MOA for the induction of hyperplasia and tumor formation, but the panel did 
not believe the data were sufficient to demonstrate this proposed mode of action. A panelist asked if a 
linear assessment could be done to help decide the importance of the effect. Another responded that 
the data were not adequately fit by any of the acceptable dose-response models, so a quantitative dose
response assessment was not reported for this data set. 

Outcome: The panel agreed the data are not adequate to demonstrate a MOA; however based on the 
negative genotoxicity assays, C8 is unlikely to be genotoxic. Several panelists were not convinced the 
data demonstrated any real tumorigenic effect. 

Cancer Dose-Response Assessment 

After evaluating the relevance of each tumor type to humans, and the potential mode of action, the 
panel members were asked to recommend a dose-response approach for each tumor type. In all cases 
the panel agreed unanimously unless noted otherwise. For the liver tumors, the panel agreed that the 
MOE approach was most appropriate. For the remaining tumor types, the panel agreed that both linear 
and MOE approaches were appropriate, since the mode of action was not considered to have been 
adequately demonstrated for any of these three tumor types. All panel members agreed with these 
conclusions, except for the Leydig cell tumors, where one panel member argued that only an MOE 
approach should be used. 
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For the liver tumors, the MOE approach was selected. Since the MOE analysis often uses the 
benchmark response for a precursor as the basis of deriving a point of departure, the panel judged the 
pRID for liver effects as sufficiently protective of potential liver carcinogenicity. 

For Leydig cell tumors, benchmark dose modeling was conducted to identify a point of departure for 
the linear and MOE assessments. The Point of Departure (POD) for Leydig cell was chosen by the 
panel from the BMD modeling output. The BMDL of0.32 mg/kg-day was selected as the most 
appropriate basis for deriving the assessment. 

The panel discussed the appropriate factors to apply to the BMR for completing the MOE assessment. 
The panel noted that EPA' s 1999 guidelines have only recently begun to be applied, and that formal 
guidance or examples of the interpretation and default values to use in deriving the MOE are lacking. 
In discussing the important considerations for the MOE, the panel decided that the critical factors to be 
considered were for "Nature of Effect", Intrahuman sensitivity" and "Animal to Human 
Extrapolation". A summary of the factors chosen is shown in Table 9. 

For the Leydig cell tumors, a factor of 3 for nature of effect was selected as the most appropriate value, 
since the observed effect was for benign tumors. A factor of 10 was selected for Intrahuman 
sensitivity. A factor of 3 was used for Animal to Human Extrapolation, since dosimetric adjustments 
were applied to the dose data used for the BMD modeling. This composite factor of 100 was further 
supported since these types of tumors, although common in rats, are found rarely in people. In 
addition, the mode of action is likely via peroxisome proliferation which is quantitatively much less 
important in humans. The panel agreed that the composite MOE of 100 was appropriate. 

For the linear dose-response assessment for Leydig cell tumors the BMDL of 0.32 mg/kg-day was used 
to calculate an oral cancer slope factor as follows: 

Slope factor =risk/dose= 0.1/0.32 = 0.31 per mg/kg-day 

(Note: risk is numerically expressed as 0.1 because the BMDL is the point that represents a 10% 
increased in tumor incidence in accordance with EPA guidance.) BMD modeling failed for the tumor 
data for pancreatic tumors and mammary gland fibroadenomas. Therefore, the panel determined that 
the data for these two tumor types were not adequate to conduct a quantitative dose-response 
assessment. 

Table 9. 
Factors Used to Describe Various Areas in the 
Development of MO Es for Cancer Endpoints. 

Nature Intra Animal Steepness Total 
Tumor Model Of Effect Human to Human of Slope Exposure 
Liver MOE 1 10 10 NR NR 
Ley dig both 3 10 3 NR NR 
Pancreas both NA ( cannot be modeled) 
Mammary both NA ( cannot be modeled) 
NR = Not Relevant based on panel judgment; NA= Not Applicable 
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The panel also voted on confidence ratings for the cancer assessment. TERA noted that according to 
EPA guidance "high confidence" suggests that the assessment is unlikely to change with the 
availability of new data, while "low confidence" indicates that the assessment is likely to change with 
new data. Based on these criteria the panel voted on their confidence in the cancer assessment using 
either the pRID for liver toxicity to adequately account for the liver cancer risk or using the assessment 
based on Leydig cell tumors. The panel voted as follows: 

Liver pRfD = high (7 votes); medium-high (2 votes) 
Leydig tumors= low (7 votes); low-medium (2 votes) 

Therefore, the panel agreed that the oral pRID for liver toxicity would be the basis for determining 
water and soil screening levels (which are based primarily on oral exposure) for the following reasons: 

• high confidence in the pRID (i.e., not likely to change in the future due to additional 
data collection); 

• the pRID would be protective against the quantitatively less sensitive and questionable 
relevance peroxisome proliferation-related liver cancer in humans; 

• low confidence in the Leydig tumor analysis and questionable relevance to humans; 
• limitations in study design, data quality, and data interpretation rendered difficult the 

determination of whether the reported increased incidence of pancreatic tumors or 
mammary tumors were related to C8 treatment, and did not allow the modeling of a 
point of departure that could serve as the quantitative basis for risk value development. 

Screening Levels 
(Note: Dr. Seed was absent during this part of the meeting) 

The consent order required that screening levels be developed for drinking water, soil, and air. The 
panel followed the guidance provided by U.S. EPA's "Risk Assessment Guidance for Superfund" as 
further explained by both Region 3 and Region 9 risk-based concentration guidance. In cases where a 
conflict occurred between the guidance documents, Region 9 guidance was followed because it is more 
conservative, i.e. more health protective. For drinking water and soil, only ingestion and dermal 
absorption were considered as routes of exposure. EPA guidance indicates volatilization from water or 
soil should only be evaluated for chemicals with Henry's law constants greater than 10-5 and molecular 
weights less than 200. Since C8's Henry's Law constant is 10-11 and its molecular weight is 431, 
volatilization was not evaluated. 

As discussed above, the panel concluded that since both liver and Leydig cell tumors were potentially 
formed via nonlinear modes of action, and further since greater confidence was placed in the 
quantitative assessment based on the liver endpoint, the pRfD and pRfC for liver toxicity would be 
protective of potential cancer effects of C8. The panel considered that the linear extrapolation for 
Leydig cell tumors was too uncertain to be used with confidence and that the MOE approach based on 
the Leydig cell tumors gave essentially the same numerical value as that for the liver endpoint, but 
with less confidence. Thus, the pRID and pRfC for liver toxicity, and "noncancer" equations were 
used for calculating screening levels. Screening levels are calculated following the premise that if 
lifetime exposure is equal to or less than the pRID or pRfC, then no risk of deleterious effects is 
expected. Mathematically, this concept can be expressed by the following standard equation; the ratio 
of the measured or estimated exposure to the RID is called the Hazard Quotient. 
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If Exposure -+- RID = 1 or less, then no risk of deleterious effects is presumed. 

Using this concept, it is possible to estimate the concentration in media that results in a lifetime 
exposure equal to the pRfD or pRfC. These equations, from EPA Region 9' s guidance on deriving risk 
based concentrations, are listed below: 

Air Screening Level: [] ug/m3 = THO x RIDi x BW x AT x 1000 
EFxEDx airIR 

Note: RIDi (mg/kg-day) = RfC x 20m3/d (IR) 
70kg(BW) 

Soil Screening Level: [ ] mg/kg = -----=T=H=--'O---=x-=-A=T=--=x-=B;....;W..;,....-________ _ 
EF x ED x [soil IR/ RID x 10-6 + SA x AF x ABS/ RID x 10-6] 

Water Screening Level: [] ug/L = THOxATxBWx 1000 
EF x ED x [water IR/ RID] 

Where: 
THQ = 
RfDi = 
RID = 
RfC = 
BW = 
AT = 
EF = 

ED = 

IR = 

SA = 
AF = 
ABS = 

Target Hazard Quotient, assumed to be 1 
The RfC expressed in terms of dose, mg/kg-day 
The oral reference dose estimated by the panel, 0.004 mg/kg-day 
The inhalation reference concentration estimated by the panel, see below 
Body weight, assumed to be 70 kg for adults and 15 kg for children 
Averaging time, 10950 days, the exposure duration expressed in days 
Exposure Frequency, 350 days/year, the average number of days each 
year people are exposed 
Exposure duration, 30 years, the average number of years people are 
exposed 
Inhalation rate for air screening levels, 20 m3 /day; Ingestion rate for soil 
and, 
Water screening levels, 200 mg/day soil ingested based on child exposure 
and, 
2 L/day water ingested based on adult exposure 
Surface area of exposed skin, 2800 cm2/day 
Adherence factor, 0.2 mg/cm2, the amount of soil that adheres to skin 
Skin absorption factor, specific factor not available for C8, assumed to be 
0.1 for semi-volatile chemical per EPA guidance 

The panel unanimously agreed that the equations, assumptions, and default exposure parameters 
described above were the appropriate choices for calculating screening levels for air, soil, and water. 
The following values are the screening levels estimated by the equations. 
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For air: 0.1-6.0 micrograms per cubic meter of air (µg/m3) ambient air. Note that the panel 
considered this range to be interim until the additional work discussed for the RfC is completed. This 
range incorporates the range of possible NOAELttEcs estimated by TERA prior to the meeting as well 
as the range of composite uncertainty factors recommended by the panel. The final pRfC is discussed 
in the following section Post Meeting Action Items. 

For soil: 244 miligrams per kilogram of soil (mg/kg) residential soil, rounded to 240 mg/kg. 

For water: 146 micrograms per liter of water (µg/L), rounded to 150 µg/L. 
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2.3 POST MEETING ACTION ITEMS 

The following activities were conducted after the CATT Toxicologists meeting. 

Derivation of the pRfC for CS 

The CATT panel could not develop a final recommendation on the pRfC or the air screening level 
during the May 6 and May 7, 2002 meeting. This was due to a lack of data necessary for these 
calculations. At the meeting, the panel chose the key study for risk factor derivation as the 2-week 
inhalation study by Kennedy et al. (1986) and voted upon the uncertainty factors. They directed the 
author, panel member Kennedy (Du.Pont), to (1) retrieve the standard deviation data for the absolute 
and relative liver weight data sets; and (2) to measure the particle size distribution in the exposure 
chamber and determine the corresponding standard deviation; and (3) to provide these data to DEP and 
to TERA. The panel directed TERA to utilize these data to develop the pRfC based on the most 
sensitive organ (liver or lung) and the air screening level based on USEPA Region 9 standard 
formulas. 

During the meeting, the CATT panel agreed that the Kennedy et al. ( 1986) study was the most 
appropriate basis for deriving the pRfC, with the developmental study by Staples et al. (1981) 
providing support for the selected critical effect levels. The CATT panel identified a NOAEL for 
increased liver weight at the lowest study concentration of 1.0 mg/m3, with a LOAEL of7.6 mg/m3• 

The NOAEL for lung effects was identified by the CATT panel as 7.6 mg/m3, with a LOAEL was 84 
mg/m3• 

In order to derive an pRfC, the reported study concentrations were converted to human equivalent 
concentrations (ConcHEc), according to current U.S. EPA RfC methodology (USEPA, 1994). The 
calculation of the ConCHEC requires two steps. First, the study concentration is adjusted from the 
exposure duration used in the experiment to an equivalent continuous exposure concentration 
(ConcAoJ). Animals in this study were dosed for 6 hours per day, for five days, then not dosed for two 
days, and dosed again for five days and sacrificed at the end of the 12th day; hence, continuous 
exposure duration adjustment was made as follows: 

Study concentration x (6 hours/24 hours) x (10 days/12 days)= ConcAoJ 

Second, the duration-adjusted concentrations (ConcAm) were converted to human equivalent 
concentrations (ConcHEc) to account for differences in the respiratory tract anatomy and physiology for 
the test species versus humans. This conversion is made as follows: 

ConcAoJ x RDDR = ConcHEC 

The RDDR is the Regional Dose Deposition Ratio calculated using U.S. EPA's RDDR software 
program (USEPA, 1994). The RDDR depends on the characteristics of the particle size distribution 
(e.g., mass median aerodynamic diameter, and geometric standard deviation), the test species and body 
weight, and the region of the respiratory tract ( or extrarespiratory tissue target if applicable) affected 
by exposure. Appropriate particle size characteristics to use as inputs into the RDDR software were 
obtained from a recent communication from Du.Pont (see attached). For the Kennedy et al. (1986) 
study, the test sex and species was male rats. Since body weight data were provided in the study, these 
data were used directly in the RDDR program. The mean body weight data on day 5 of exposure was 
used for this calculation, rather than the study-day 10 body weight data. The day 5 body weights were 
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used because there was evidence of changes in body weight over the 12-day study period, and 
therefore, this value was judged as the best estimate of the mean body weight over the period of 
exposure. 

The CATT panel considered two potential critical effects for deriving the pRfC; increased liver weight 
and overt toxicity secondary to pulmonary toxicity. The RDDR for extrarespiratory tissues was the 
most appropriate value to use in calculating human equivalent concentrations for assessing the liver 
effects. The RDDR program calculates values for a variety of different regions of the respiratory tract. 
The CATT panel agreed that the overt toxicity of C8 was likely due to particle overload, as supported 
by pulmonary edema in the acute study reported in the same paper (Kennedy et al., 1986). Therefore, 
the RDDR for the pulmonary region was selected as most appropriate respiratory tract region for 
calculating the human equivalent concentrations. The calculation of the human equivalent 
concentrations used in the dose-response assessment is summarized in Table 10. 

Table 10. Calculation of Human Equivalent Concentrations for Kennedy et al. (1986) 

Extrarespiratory Pulmonary 

Study Concentrationa ConcAoJ RDDR" ConcHEc RDDR ConcHEc 

1.0 0.21 2.956 0.62 0.513 0.11 

7.6 1.6 2.954 4.7 0.512 0.81 

84 17 2.973 52 0.521 9.1 

a. All concentrations reported in the table are in units of mg/m . 
b. The RDDR values are taken from the EPA RDDR Program Output provided in the 
attachment 

Benchmark Concentration Modeling 

The CATT panel further recommended that benchmark concentration (BMC) modeling be performed 
for the increased liver weight endpoint from the Kennedy et al. (1986) study. The published version of 
the study did not provide standard deviations to accompany the group mean data, and therefore, BMC 
modeling could not be performed at the time of the CATT panel meeting. Subsequent to the meeting, 
the individual liver weight data for this study were obtained from DuPont (see attached). The 
individual animal data were used to calculate group mean and standard deviations. These data were 
then employed for the BMC analyses. 

The modeling was conducted according to draft EPA guidelines (U.S. EPA, 2000) using Benchmark 
Dose Software (BMDS version 1.3.1), available from the U.S. EPA website (U.S. EPA, 2002). The 
endpoints of interest with respect to C8 liver toxicity were continuous rather than quanta! ( e.g., 
incidence data) in nature. Therefore the absolute and relative liver weight data sets were modeled 
using the linear, Hill, power, and polynomial models. An acceptable fit to the data was defined as a 
goodness-of-fit p-value greater than or equal to 0.1, or a perfect fit when there were no degrees of 
freedom for a formal statistical test of fit. Choice of 0.1 is consistent with current U.S. EPA guidance 
for BMD modeling (U.S. EPA, 2000). Goodness-of-fit statistics are not designed to compare different 
models, particularly if the different models have different numbers of parameters. Within a family of 
models, adding parameters generally improves the fit. BMDS reports the Akaike Information 
Criterion (AIC) to aid in comparing the fit of different models. When comparing the fit of two or more 
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models to a single data set, the model with the lesser AIC was considered to provide a superior fit. The 
benchmark response (BMR) level used for this analysis was set at a standard deviation (SD) value of 
1.0. This value was chosen based on EPA draft guidelines for BMC analysis (U.S. EPA, 2000), in the 
absence of a clear biological rationale for selecting an alternative response level. 

The following guidance was followed with regard to the choice of the Benchmark Concentration 
Lower Limit (BMCL) to use as a point of departure for calculation of the pRfC. This guidance is 
consistent with recommendations in U.S. EPA's BMC guidance (2000). For each endpoint, the 
following procedure is recommended: 

1. Models with an unacceptable fit are excluded. 

2. If the BMCL values for the remaining models for a given endpoint are within a factor of 3, 
no model dependence is assumed, and the models are considered indistinguishable in the context of the 
precision of the methods. The models are then ranked according to the AIC, and the model with the 
lowest AIC is chosen as the basis for the BMCL. 

3. If the BMCL values are not within a factor of 3, some model dependence is assumed, and 
the lowest BMCL is selected as a reasonable conservative estimate, unless it is an outlier compared to 
the results from all of the other models. Note that when outliers are removed, the remaining BMCLs 
may then be within a factor of 3, and so the criteria given in item 2 would be applied. 

4. The BMCL values from all modeled endpoints are compared, along with any NOAELs or 
LOAELs from data sets that were not amenable to modeling, and the lowest NOAEL or BMCL is 
chosen. 

The BMC results are summarized in Table 11 and the individual BMDS model run output is provided 
in the attachments. 

For modeling of the absolute liver weight data set, a constant variance model was appropriate (see test 
2 in the BMDS output). The power and polynomial models both defaulted to a linear model. None of 
these linear models fit the data well. The Hill model provided an excellent fit to the data, as indicated 
by visual inspection of the fit and the comparison of the maximum likelihood estimates for the fitted 
model to the optimum model (shown as model Al in the BMDS output). The linear models failed to 
provide an adequate fit to the full data set, since they did not accommodate the plateau of the 
concentration-response curve between the mid- and high-concentrations. BMC modeling was redone 
using a truncated data set (high concentration group removed) to optimize the fits of these models. 
Removing the high concentration resulted in good fits for the linear models (the power and polynomial 
models again defaulted to linear) as indicated by the AIC and goodness-of-fit p-values. The Hill 
model could not be run with the truncated data set since at least four concentration groups are required 
to provide a model fit. 

Adequate fits to the data were achieved when the high concentration data were removed. An argument 
could be made for using these results as the best estimate for the data set, since an adequate fit was 
achieved with fewer parameters than for the Hill model using the full data set. However, the BMCL 
estimate for the full data set was on the border of 3-fold lower than for the truncated data set, which 
would suggest that the lower BMCL should be selected. Furthermore, comparison of the chi square 
residuals in the range of the NOAEL concentration suggests that the Hill model provided a better fit of 
the data in the low concentration region than the linear models using the truncated data. Finally, since 
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there was no biological rationale for removing the high concentration data from the modeling, an 
adequate model fit for the full data set is preferred over the model fit for the truncated data set. Based 
on these considerations, the BMC of0.78 mg/m3 and corresponding BMCL of 0.33 mg/m3 are 
considered the best estimates for the absolute liver weight data set. 

The relative liver weight data displayed a similar plateau between the mid- and high-concentration 
groups. The linear, power, and polynomial models all failed to provide an adequate fit. As for the 
absolute liver weight data, the Hill model provided an excellent fit to the data, but in this case failed to 
calculate a BMCL. In the absence of an adequate BMCL estimate for any of the models using the full 
data set, the data were remodeled with the high concentration group data removed. The power and 
polynomial models were nearly linear, as indicated by the parameter estimates in the BMDS output. 
The linear, power, and polynomial models all provided a similar, and very good visual fit to the data. 
The goodness-of-fit statistic for the linear model was 0.9. Although BMDS did not calculate the 
goodness-of-fit p-values for the power and polynomial models, inspection of the maximum likelihood 
estimates for these fitted models as compared to the optimum model (model Al in the BMDS output) 
confirmed the good fit. The linear model provided a similar BMC and BMCL estimate as the power 
and polynomial models, but required less parameters to do so (i.e., as reflected in the lower AIC). 
Therefore, the BMC of 1.3 mg/m3 and the corresponding BMCL of0.94 mg/m3 are considered the best 
estimates for the data set for relative liver weight. 

At the time of the meeting the CATT panel did not provide a recommendation on whether absolute or 
relative liver weight should be considered more appropriate as the critical effect. Both of these 
measures were significantly increased beginning in the 7.6 mg/m3 study concentration group. One 
would not expect a difference in the sensitivity of these two measures in this case, because there was 
no change in body weight (the basis for calculating relative liver weight) at the NOAEL. Therefore, 
both absolute and relative liver weight changes are considered to be an adequate basis for the critical 
effect. Based on this consideration, the lower of the BMCL estimates for the absolute and relative 
liver weight changes is the most appropriate basis for deriving the pRfC. The BMC of 0. 78 mg/m3 

with the corresponding BMCL of 0.33 mg/m3 for increased absolute liver weight are the best estimates 
from the BMC modeling results. The BMCL of 0.33 mg/m3 is the most appropriate choice as the 
critical effect level for derivation of the pRfC, because the BMCL is lower than either the NOAEL of 
0.61 mg/m3 for liver effects or the NOAEL of 0.81 mg/m3 for pulmonary effects in this study. 

Selection of uncertainty factors 

As described in the technical meeting notes, the CATT panel unanimously agreed on the choice of 3 
for extrapolation from an animal study (UFA), a factor of 10 to account for variability in human 
sensitivity (UFH), and a factor of 1 for extrapolation from study NOAEL or BMDL (UFL). The CATT 
panel considered the selection of U.S. EPA's other two factors, for extrapolation from a study ofless
than-lifetime duration (UFs) and for database insufficiencies (UFo), to be dependent on whether liver 
or lung was ultimately selected as the critical effect. The panel was not unanimous in selection of the 
UFs or UF0 for either organ, but a clear majority vote was obtained for these UFs regarding liver 
toxicity. 
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Based on the liver as a critical effect, panel members recommended values of either 1 (one vote), 3 (six 
votes) or 10 (1 vote) for UFs, and values of 3 (six votes) or 10 (two votes) for UFo. Therefore, based 
on the liver as the critical effect, the composite UF would range from 100 to 1000, depending on the 
selection of the values for UFs and UF0 • The majority vote of the CATT panel (Table 5) supported a 
factor of 3 for UFs and 3 for UF0 . Based on these values, a composite UF of 300 for liver effects was 
calculated. 

Based on the lung as the critical effect, panel members recommended values of either 1 ( three votes), 3 
(three votes) or 10 (two votes) for UFs, and values of 1 (one vote), 3 (five votes), and 10 (two votes) 
for UF0 • Therefore, with the lung as the critical effect the composite UF would range from 30 to 3000. 
The majority of the CATT panel supported a value of3 for UF0 based on lung effects. A clear 
majority vote was not determined for any one value for the UFs; however, six votes were cast for a 
value lower than 10 and five votes were cast for a value higher than one; thus the median value of 3 
would be a reasonable choice. Therefore, values of 3 for both UF0 and UF s for lung effects would also 
result in a composite UF of 300. 

However, it is important to note that the panel could not arrive at a consensus on the overall 
magnitudes ofUFs and UF0 , because of the numerous uncertainties with the inhalation database. The 
resulting range in the uncertainty factor was generally considered reasonable by the panel, with values 
falling within this range being indistinguishable from each other. 

Calculation of the pRfC 

Liver toxicity was identified as the critical effect because it was more sensitive to C8 than the lung 
(i.e., liver toxicity had a lower NOAEL or BMCL than lung), the composite UF ranged from 100 to 
1000 and was 300 based on the majority vote. 

The pRfC is calculated as follows: 

pRfC (mg/m3) = critical effect level / composite UF 

pRfC range = 0.33 / 1000 = 0.00033 mg/m3 ( or rounded to 0.3 µg/m3) 

to 
= 0.33 I 100 = 0.0033 mg/m3 (or rounded 3.3 µg/m3) 

pRfC (majority vote) = 0.33 / 300 = 0.0011 mg/m3 (or rounded to 1 µg/m3) 

Therefore, the recommended pRfC based on the majority vote for a composite UF of 300 is 1 
microgram per cubic meter of air (µg/m3) with a range from 0.3 µg/m3 to 3.3 µg/m3• 
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Table 11. Benchmark Dose Modeling Results for cs• 
Model/Data Set AIC P-value BMCb BMCL 

Absolute Liver Weight -All Data Modeled 

Linear 62.58° <0.00ld 31 19 

Hill 48.67 1.0e 0.78 0.33 

Power 62.58° <0.001 31 19 

Polynomial 62.58° <0.001 31 19 

Absolute Liver Weight - High Concentration not Modeled 

Linear 38.22° 0.72 1.6 1.1 

Power 38.22° 0.29° 1.6 1.1 

Polynomial 38.22° 0.72 1.6 1.1 

Hill Insufficient Number of data points to run model 

Relative Liver Weight-All Data Modeled 

Linear -167.65° <0.001 21 15 

Hill -184.29 1.0e 1.1 Failed 

Power -167.65° <0.001 21 15 

Polynomial -167.65° <0.001 21 15 

Relative Liver Weight- High Concentration not Modeled 

Linear -137.04° 0.90 1.3 0.94 

Power -135.05° Failed 1.5 0.94 

Polynomial -135.05° 1.0e 1.5 0.94 

Hill Insufficient Number of data points to run model 

• Modeling was perfonned based on absolute and relative liver weight results reported in Kennedy et al. (1986). 

b BMC and BMCL are based on benchmark response of lSD. Results are presented in units ofmg/m3• BMC and 
BMCL estimates in bold type are the estimates judged to be the best estimates for each endpoint. "Failed" 
indicates that BMDS was unable to produce the estimate or the information required to be able to present a value. 

c Corrected from erroneous BMDS output. Errors were identified in the degrees of freedom (DF) provided in the 
output for the fitted model in several cases. For these cases, the AIC was calculated independently using the log 
likelihoods provided in the output and the correct number ofDF. Similarly, the goodness-of-fit p-values were 
corrected by calculating manually the chi square p-value using the appropriate number ofDF. 

d This model provided an identical fit to the linear and polynomial models. The reported P-value reflects a 
difference in the maximum likelihood estimate for the comparison model (Model Al in the BMDS output) across 
the three models. This difference the maximum likelihood estimate should be the same for all three models, since 
this estimate is model independent. 

e A fit that maximizes the likelihood is assigned a p-value of 1.0, even if there were no degrees of freedom for a 
formal statistical test. The maximized likelihood is given by model Al for constant variance models and model A2 
for non-constant variance models. Models Al and A2 are independent of the model chosen to fit the data (e.g., 
power, polynomial, Hill model) and provide the best match possible to the mean and standard deviation for each 
dose level. 
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Calculation of an Air Screening Level 

As described in the technical meeting notes, U.S. EPA Region 9 methodology was judged by the 
CA TT panel to be an appropriate basis for deriving the air screening level. The following standard 
formula was used to calculate the air screening level: 

Air Screening Level (µg/m3) = THO x RfDi x BW x AT x 1000 
EFxEDx airIR 

Where: 

Note: RfDi (mg/kg-day) = RfC x 20m3/d (IR) 

THQ = 
RfDi = 
RfC = 
BW = 
AT = 
EF = 

ED = 
IR = 

70kg (BW) 

Target Hazard Quotient, assumed to be 1 
The RfC expressed in terms of dose, mg/kg-day 
The inhalation reference concentration (mg/m3) 

Body weight, assumed to be 70 kg for adults 
Averaging time, 10,950 days, the exposure duration expressed in days 
Exposure Frequency, 350 days/year, the average number of days each 
year people are exposed 
Exposure duration, 30 years, the average number of years people are exposed 
Inhalation rate for air screening levels, 20 m3 /day 

Using this equation, the air screening level ranges from 0.3 µg/m3 to 10 µg/m3• Using a 
reasonable median value, the air screening level would be 1.1 µg/m3 ( or rounded to 1 µg/m3). 

2.4 SUMMARY OF FINDINGS 

The key studies, critical effects and levels, uncertainty factors, and provisional risk factors developed 
by the CATT toxicologists are summarized in Table 12. 
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Table 12. Summary of RfD and RfC Values for C8 Determined by the CATT Toxicologisls 

Reference Critical Effect Critical Effect UFA UFH UFt UFs UFo Compa:;ite RfD/RfC 
Level" UP 

Oral Studies 

Palazzolo et al. (1993)' I ncrea;ed relative I iver 'Aeiglt 0.47 10 10 1 1 1 100 0.005 
with histopatholq;Jy in male (NOAEL in 0.007 

90-day rat study rats males) 
0.72(BMDL) 

York et al. (2002) 
I ncrea;ed liver 'Aeig,t in male 0.42 (BMDL 10 10 1 1 1 100 0.004 

Two-Generation ratstudy rats, supported by in males)" 
histopatholcgy at higler daies 
(histopatholcgy WcS not 
examined at the IOM:JSt daie, 
but incidence of hypertrophy 
WcS 100% at next higiest 
daie). 

Rikerlaboratories 
Hepatic megalocytosis in male 0.73(BMDL 10 10 1 1 1 100 0.007 (1983) 

Two-year rat study rats. in males) 

Thomford et al. Decrea;ed thyroid hormone 3-10 10 10 3 3 1 1000 0.003-
(2001 )"26-vl.eek levels in male cynomol~ (LOAEL in 0.01 
cynomolgus monkey monk¥, and supported by a males) 
study NOAEL at the same da;e for 

clinical signs of toxicity in the 
co-critical rhesus monkey 
study (Goldenthal etal., 
1978b) 
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Inhalation Studies 

Kennedy et al. (1986)' I ncrea:ied liver weig,t 0.61(NOAEL 3 10 1 3 3 300 1 
supported by histopathology - HECe.males) 

Two-week rat study and clinical chemistry in male 0.33(BMCL, 
ra1s BMC0.78 

al:solute liver 
weight) 
0.94(BMCL, 
BMC1.3 
relative I iver 
weight) 

Dermal Studies 

Kennedy et al. (1985)' lncrea,eci liverweig,t in male 4.2"(LOAEL Data 
ra1s in males) Inadequate 

Two-waek rat study 

a. Oral and Dermal effect levels and RfDsare presented in uni1sof rrg'kg-day, while the inhalation critical effect level and RfC is presented in 
uni1s of mg/m3 

b. Arearnf unoortainty addr€$0d by unoortainty fa'::tors are: animal to human extrapolation (A); intrahuman variability and protection of sensitive 
subpopulations (H); extrapolation from a LOAEL to a NOAEL(L); extrapolation from asubchronic to chronic exposure (S); and lack of a 
complete c:latabc:m (D) 

c. Thesubchronicstudy by Goldenthal etal. (1978a) could serveasasupportirgstudyfor liver effecls in ra1s. 

d. BMDL is the 95% lower confidenoo limit on theda:;e correspondirg to a response level of 100/o or an increase of 18D in the continuous 
endpoint beirg a3EES3ed. Only modelirg resul1s that provided the lovvest value and provided an adequate fit to the data are provided. 

e. The subchronic study in rhesus monkeys by Goldenthal et al. (1978b) is a co-critical study for clinical signs of toxicity in monkeys. 

f. These studies are not adequate for derivation of an IRIS quality RfD/RfCofeven lowconfidenoo. The values shown could be used to derive a 
provisional value. Derivation of the RfC or RfD via route-to-route extrapolation is not supported by the available toxicokinetic data. Consensus 
on the values for UFs and UFo We£, not reached by the panel; hOAever, a majority vote We£, obtained for a value of 3 for both these UFs in 
referenoo to liver as the target organ. See text of this report for ranges of UFs and SLs based on the rarge distribution of the votes for UFs. 

g. 4.2 rrg'kg-day reflects the study da:;e of 20 rrg'kg adjusted for discontinuous exposure. 
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I agree that the notes as presented accurately reflect the panel's discussion and conclusions during the 
May 6-7, 2002 C8 Assessment of Toxicity Toxicologists Panel Meeting, and that the post meeting 
actions taken to develop the pRfC and Air Screening Level are in accordance with the instructions 
provided to TERA by the panel. (Original signatures are on file at DEP.) 

John Cicmanec, D.V.M., M.S., ACLAM, USEPA ORD Date 

Joan Dollarhide, M.S., M.T.S.C., J.D., TERA Date 

Michael Dourson, Ph.D., D.A.B.T., TERA Date 

Gerald Kennedy, DuPont Date 

Andrew Maier, Ph.D., C.I.H., TERA Date 

Samuel Rotenberg, Ph.D., USEPA Region 3 Date 

Jennifer Seed, Ph.D., USEPA Headquarters OPPT Date 

Dee Ann Staats, Ph.D., DEP (Chairperson) Date 

John Wheeler, Ph.D., D.A.B.T., ATSDR Date 

John Whysner, M.D., Ph.D., D.A.B.T. Date 
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3. 0 COMPARISON OF SCREENING LEVELS TO SITE-RELATED DATA 

After the SLs for air, water, and soil were determined, DEP compared these SLs to the site-related data 
that has been collected to date. These comparisons are summarized below. The work of the CATT 
was only one facet of an investigation that continues beyond the issuance of this report. The GIST is 
expected to issue a report of the groundwater and surface water data in early 2003. The air modeling 
effort continues and is currently focusing on determining the results of the air emissions reduction 
efforts by DuPont required in the consent order as a 50% reduction in overall emissions (both air and 
water) by the end of 2003. Upgrades were completed in June 2002 which included the installation of a 
new scrubber and increased height of the primary C8 emissions stack. 

Water 
To date, of the 188 samples collected from private wells, cisterns, and springs, 50 were used for 
drinking water and none exceeded the150 ppb health protective water SL for C8. Also to date, nine 
public water supply facilities in West Virginia have been analyzed for C8, including Belleville Locks 
and Dam, Blennerhassett Island, General Electric, Lubeck Public Service District (PSD), Mason 
County PSD, Parkersburg PSD, Racine Locks and Dam, New Haven Water Department, and 
Ravenswood. None of the drinking water from these facilities contained concentrations of C8 that 
exceeded the 150 ppb water SL. In fact, the concentrations of C8 in public water supplies were all 
below 2 ppb, below 15 ppb in private non-drinking water, and below 3 ppb in private drinking water 
wells in West Virginia. Samples were collected from Ohio public and private water supplies. 
Although C8 levels in some Ohio private water supplies were higher than those detected in West 
Virginia, none of these samples contained C8 concentrations above the water SL. These data have 
been provided to Ohio EPA and DEP will continue to share information with throughout the remainder 
of this investigation. The DEP notes that the water SL is higher than DuPont's internal community 
exposure guidelines for drinking water of 1 or 3 ppb; however, these guidelines were developed in the 
early 1990s and based solely on a two-week inhalation study from 1986. Since then significant 
additional toxicological data have been collected and the CATT water SL is based on a comprehensive 
examination of all available information. Sampling of the Ohio River has begun; preliminary 
analytical results are expected from the laboratory in September 2002. To date, no analysis has been 
performed to measure C8 in soils in West Virginia on private property; therefore, no comparison can 
be made to the soil SL. 

Air 
Mathematical computer models that incorporate weather conditions, chemical characteristics, and 
facility measurements were utilized by DEP to simulate the ambient air concentrations of C8. Based 
on actual emissions data from the DuPont WW facility for the year 2000, the DEP modeling efforts 
predicted a maximum C8 concentration in air of approximately 2. 7 µg/m3 at the facility fence line 
along the Ohio River. The maximum modeled C8 air concentration in the West Virginia residential 
area adjacent to the facility was approximately 0.2 µg/m3 annual average. Predicted C8 air 
concentrations across the Ohio River from the WW facility in Ohio residential areas were greater than 
those predicted in residential areas in West Virginia. These data have been provided to Ohio EPA and 
DEP will continue to share information with Ohio EPA throughout the remainder of this investigation. 
Results of similar subsequent air modeling efforts conducted by DuPont are consistent with those of 
the DEP. Air modeling information can be obtained from the DEP Division of Air Quality. 

The DEP's Divisions of Water Resources and Air Quality are currently reviewing all relevant air and 
water data to determine DuPont's compliance with the November 2001 consent order between DEP 
and DuPont. 
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To: Jackson, Ryan[jackson.ryan@epa.gov] 
Cc: Beck, Nancy[beck.nancy@epa.gov]; Bowman, Liz[Bowman .Liz@epa.gov]; Baptist, 
Erik[baptist.erik@epa.gov] 
From: Dourson, Michael 
Sent: Mon 12/4/2017 1 :05: 1 0 PM 
Subject: RE: Chlorpyrifos 

Ryan 

[ ·-·-·-·-·Ex._ 5 _-.Deliberative _Process ______ -·!-

Mike 

From: Jackson, Ryan 
Sent: Monday, December 4, 2017 7:52 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gov>; Bowman, Liz <Bowman.Liz@epa.gov>; Baptist, 
Erik <baptist.erik@epa.gov> 
Subject: Re: Chlorpyrifos 

---·-·-·-···-·-·-·---
! Ex. 5 - Deliberative Process ~ 
i·-·-·-·-·-·-·-·- ·-·-·-·- ··-·-·-·-·-·-·- ·-•-·•-·-·- ·-•-·•·-•-·-·-·-·-•-·•-·-·-·-·-·-·-·-·-·-·-·-·-·-; 

Ryan Jackson 

Chief of Staff 

U. S. EPA 

r Ex. 6 :_Personal. Privacy j 

On Dec 4, 2017, at 7:50 AM, Dourson, Michael <dourson.michael@epa.gQY_> wrote: 

Ryan 
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Ex. 5 - Deliberative Process 

Cheers! 

Michael. .. 

... L. Dourson, PhD., DABT, FATS, FSRA 

Senior Advisor to the Administrator 

U.S. Environmental Protection Agency 

dourson.michael@epa.gov 

202-564-2463 

www.epa.gov 

From: Jackson, Ryan 
Sent: Monday, December 4, 2017 5:03 AM 
To: Beck, Nancy <Beck.Nancy@epa.gov> 
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Cc: Bowman, Liz <Bowman.Liz@epa.gov>; Baptist, Erik <baptist.erik@epa.gov>; 
Dourson, Michael <dourson.michael@epa.gov> 
Subject: Re: Chlorpyrifos 

L_. Ex._ 5_ -__ Del iberative __ Process ___ r 

Ryan Jackson 

Chief of Staff 

U.S. EPA 

I Ex. 6 - Personal Privacy I 
'·-··-··-·-·-·-·-·-·-·-·-··-·-··-·-·-·-·· 

On ov 30, 2017, at 6:50 PM, Beck, ancy <Beck. ancy@epa.gov> wrote: 

Attached for your review is an updated timeline for the chlorpyrifos evaluation. 

i ! 
; 

1 Ex. 5 - Deliberative Process i 
i ! 
; 

! . 
i.. ...... .. .. ...... .. .. ........ .. .. .. .. .. ...... .. .. ...... ...... .. .. .. .......... ...... .. .. ...... .. .. ........ .. ........ .. .. ...... .. .. ...... .. .. .. ...... .. .. .. .. .. ...... .. .. ...... ...... .. .. .. .......... ...... .. .. .... • 

A draft letter is attached. 

Please let me know your thoughts on both. 

Happy to chat. 

Nancy 

************************************************************* 

Nancy B. Beck, Ph.D., DABT 
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Deputy Assistant Administrator 

Office of Chemical Safety and Pollution Prevention 

P: 202-564-1273 

! ' M: i Ex. 6 - Personal Privacy j 
........ .......... ...... , ... ,_ .... , .................. ........ . 

bcck.nancy@cpa.gov 

<Chlorpyrifos Timeline Draft.docx> 

<LetterToColumbia_ 112817 RPK.docx> 
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To: Jackson, RyanUackson.ryan@epa.gov]; Lyons, Troy[lyons.troy@epa.gov]; Bowman, 
Liz[Bowman.Liz@epa.gov] 
Cc: Beck, Nancy[beck.nancy@epa.gov] 
From: Dourson, Michael 
Sent: Tue 12/5/2017 11:27:13 PM 
Subject: RE: Public Meeting Dec 6 

Liz, Ryan and Troy 

Ex. 5 - Deliberative Process 

Cheers! 

Michael. .. 

... L. Dourson, PhD., DABT, FATS, FSRA 

Senior Advisor to the Administrator 

U.S. Environmental Protection Agency 

dourson.michael@epa.gov 

202-564-2463 

www.epa.gov 

From: Jackson, Ryan 
Sent: Tuesday, December 5, 2017 1:00 PM 
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To: Dourson, Michael <dourson.michael@epa.gov> 
Cc: Bowman, Liz <Bowman.Liz@epa.gov>; Lyons, Troy <lyons.troy@epa.gov>; Beck, ancy 
<Beck.Nancy@epa.gov> 
Subject: Re: Public Meeting Dec 6 

,-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-•-·•-·-·-·-·-·-•-··-•-·-·-·-·-·-·•·-•-·-·-·-·-·-·-·-·-·-·-·-·-·-·-•-··-•-·-·-·-·<: 
!___ ________________ Ex_. __ 5 __ -_Deliberative. Proces_s ___________________ l 

Ryan Jackson 

Chief of Staff 

U.S. EPA 

i Ex. 6 - Personal Privacy ! 
t ........................... _____ , ___ , ___ J 

On Dec 4, 2017, at 12:47 PM, Dourson, Michael <dourson.michael@cpa.gov> wrote : 

Liz and Troy 

. ·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·1 ' . ; 

I Ex. 5 - Deliberative Process ; 

t ..................... ,.,-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-· ! 

Cheers! 

Michael.. . 

... L. Dourson, PhD., DABT, FATS, FSRA 

Senior Advisor to the Administrator 

U.S. Environmental Protection Agency 
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dourson.michael@epa.gov 

202-564-2463 

www.epa.gov 

From: Bowman, Liz 
Sent: Saturday, December 2, 2017 6:22 PM 
To: Beck, Nancy <Beck.Nancy@epa.gov> 
Cc: Lyons , Troy <lyons.troy@cpa.gov>; Dourson, Michael <dourson.michael@epa.gov>; 
Jackson, Ryan <jackson.ryan@cpa.gov> 
Subject: Re: Public Meeting Dec 6 

,---. - • - ·• ---·-. -·-. -------·-•·---. ---·-----. ---·-----. ---. -. -·-•·- • - ·• . 
i Ex. 5 - Deliberative Process ! 
! i 
t -' - · - '-·-·-·-·-· - · - · - ·-·- ·-·-. - ·-·- ·-·-' - ·-· - . - ·-· - ·-. - · - · - · - ·-· - .. 

Sent from my iPhone 

On Dec 1, 2017, at 9:19 PM, Beck, Nancy <Beck.Nancy@epa.gov> wrote: 

Thanks Troy. Looping in Ryan. 

From: Lyons, Troy 
Sent: Friday, December 1, 2017 9:09 PM 
To: Beck, Nancy <Beck.Nancy@epa.gov> 
Cc: Dourson, Michael <dourson.michael@epa.gov>; Bowman, Liz 
<Bowman.Liz@cpa.gov> 
Subject: Re: Public Meeting Dec 6 

I Ex. 5 - Deliberative Process i 
! i 

L--·------- -- -- -------- --·------- --·-·-·-·-·- ·- -------- --·-·-·-·- ·-·-·-·-·-·- ·- -------- --·-·-·-·- ·-·--------- -- -- ------ --·-·-·-·- ·- ·- -------- --·-·-·-·- ·-·-·-i 

Sent from my iPhone 

On Dec 1, 2017, at 9:04 PM, Beck, Nancy <Beck.Nancy@epa.gov> wrote: 

Troy, 
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We are having a big public meeting on Wednesday Dec 6 on our new chemicals 
program. About 500 people have registered, 150 of those will be in person (the 
rest via webinar). Full range of stakeholders, including Hill staff who have been 
invited. 

~-·-·-·-•-·•-·-·-·-·-··-·-·-·-·-·-·-·-·-·-·-·- ·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-· -·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-··-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·i 

Ex. 5 - Deliberative Process 1 

L-·-···-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·······-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-······-·-·-·-·-··-·-·-·-·-··•···-·-·-··•···-·-·-·-! 

Thanks, 
Nancy 

************************************************************* 

Nancy B. Beck, Ph.D., DABT 

Deputy Assistant Administrator 

Office of Chemical Safety and Pollution Prevention 

P: 202-564-1273 

M l E.x. 6 .· Persona I, Privacy l 
bcck.nancv@cpa.gov 
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To: 
From: 
Sent: 
Subject: 

Beck, Nancy[Beck.Nancy@epa.gov] 
Dourson, Michael 
Tue 12/5/2017 9:47:18 PM 
Fwd: Follow-up from EFED 101 

Sent from my iPhone 

Begin forwarded message: 

From: "Anderson, Brian" <Anderson.Brian@epa.gov> 
Date: December 5, 2017 at 4:43:08 PM EST 
To: "Dourson, Michael" <dourson.michael@epa.gov>, "Nesci, Kimberly" 
<Nesci.Kimberly@epa.gov>, "Bertrand, Charlotte" <Bertrand.Char1otte@epa.gov>, 
"Keller, Kaitlin" <keller.kaitlin@epa.gov> 
Cc: "Keigwin, Richard" <Keigwin.Richard@epa.gov>, "Echeverria, Marietta" 
<Echeverria.Mari etta@epa.gov> 
Subject: Follow-up from EFED 101 

Hi Michael, 

Ex. 5 - Deliberative Process 

Please let me know if you need any more information or have any additional questions. 

Thanks, 

Brian 
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To: Camacho, lris[Camacho.lris@epa.gov]; Beck, Nancy[beck.nancy@epa.gov]; Morris, 
Jefl{Morris.Jeff@epa.gov]; Mottley, Tanya[Mottley.Tanya@epa.gov]; Henry, Tala[Henry.Tala@epa.gov]; 
Barone, Stan[Barone.Stan@epa.gov]; Nguyen, Nhan[Nguyen.Nhan@epa.gov]; Selby-Mohamadu, 
Yvette[Selby-Mohamadu.Yvette@epa.gov]; Brinkerhoff, Chris[Brinkerhoff.Chris@epa.gov]; Scheifele, 
Hans[Scheifele.Hans@epa.gov]; Hanley, Mary[Hanley.Mary@epa.gov]; Bertrand, 
Charlotte[Bertrand.Charlotte@epa.gov]; Schlosser, Paul[Schlosser.Paul@epa.gov] 
Cc: Pierce, Alison[Pierce.Alison@epa.gov]; Hasan, Jafrul[Hasan.Jafrul@epa.gov]; Oxendine, 
Sharon[Oxendine.Sharon@epa.gov]; Fehrenbacher, Cathy[Fehrenbacher.Cathy@epa.gov]; Wolf, 
Joel[Wolf.Joel@epa.gov]; Brown, Judith[Brown.Judith@epa.gov]; Ortiz, Julia[Ortiz.Julia@epa.gov] 
From: Dourson, Michael 
Sent: Sat 12/2/2017 1:18:54 AM 
Subject: RE: NMP Risk Evaluation (files part 2-Dupont 1990-file attached) 

Iris 

Thanks for all your extra effort here. 

Cheers! 

Michael. .. 

... L. Dourson, PhD., DABT, FATS, FSRA 

Senior Advisor to the Administrator 

U.S. Environmental Protection Agency 

dourson.michael@epa.gov 

202-564-2463 

www.epa.gov 
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From: Camacho, Iris 
Sent: Friday, December 1, 20 l 7 6: 1 7 PM 
To: Beck, Nancy <Beck.Nancy@epa.gov>; Morris, Jeff <Morris.Jeff@epa.gov>; Mottley, 
Tanya <Mottley.Tanya@epa.gov>; Henry, Tala <Henry.Tala@epa.gov>; Barone, Stan 
<Barone.Stan@epa.gov>; Nguyen, Nhan <Nguyen.Nhan@epa.gov>; Selby-Mohamadu, Yvette 
<Selby-Mohamadu.Yvette@epa.gov>; Brinkerhoff, Chris <Brinkerhoff. Chris@epa.gov>; 
Scheifele, Hans <Scheifele.Hans@epa.gov>; Hanley, Mary <Hanley.Mary@epa.gov>; Bertrand, 
Charlotte <Bertrand.Charlotte@epa.gov>; Dourson, Michael <dourson.michael@epa.gov>; 
Schlosser, Paul <Schlosser.Paul@epa.gov> 
Cc: Pierce, Alison <Pierce.Alison@epa.gov>; Hasan, Jafrul <Hasan.Jafrul@epa.gov>; 
Oxendine, Sharon <Oxendine.Sharon@epa.gov>; Fehrenbacher, Cathy 
<Fehrenbacher.Cathy@epa.gov>; Wolf, Joel <Wolf.Joel @epa.gov>; Brown, Judith 
<Brown.Judith@epa.gov>; O11iz, Julia <Ortiz.Julia@epa.gov> 
Subject: NMP Risk Evaluation (files part 2-Dupont 1990-file attached) 

Attached is the DuPont 1990 study. This is the last file of the submission. Have a good 
weekend. 

-Iris Camacho 

*********************************************************************************** 

Iris A. Camacho, Ph.D. 

Senior Science Advisor (on detail) 

Office of Pollution Prevention and Toxics 

lJ.S. Environmental Protection Agency 

William Jefferson Clinton Building East, 6308-A 

Washington, DC 20460 

Phone: 202 · 564 · 1229 

Work hour : 8:00 am - 4:30 pm 

Work cell phone: 202-304-8648 

elework phone: [ Ex. 6 - Personal Privacy ! 
i ..... . .. ... ..... .... .. .. .. .. .. .. ............. .. .. .. .. ..... .. .. .. .. .. ... i 

Email: camacho .iris@epa.gov 
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From: Camacho, Iris 
Sent: Friday, December 01, 2017 5:37 PM 
To: Beck, Nancy <beck.nancy@epa.gov>; 'Morris, Jeff <Morris.Jeff@epa.gov>; 'Mottley, 
Tanya' <Mottley.Tanya@epa.gov>; 'Henry, Tala' <Henry.Tala@epa.gov>; 'Barone, Stan' 
<Barone.Stan@epa.gov>; 'Nguyen, Nhan' <Nguyen.Nhan@epa.gov>; 'Selby-Mohamadu, 
Yvette' <Selby-Mohamadu.Yvette@epa.gov>; 'Brinkerhoff, Chris' 
<Brinkerhoff.Chris@epa.gov>; 'Scheifele, Hans' <Scheifele.Hans@epa.gov>; 'Hanley, Mary' 
<Hanley.Mary@epa.gov>; 'Bertrand, Charlotte' <Bertrand.Charlotte@epa.gov>; 'Dourson, 
Michael' <dourson.michael@epa.g.QY>; 'Schlosser, Paul' <Schlosser.Paul@epa.gov> 
Cc: 'Pierce, Alison' <Pierce.Alison@epa.gov>; 'Hasan, Jafrul' <Hasan.Jafrul@epa.gov>; 
'Oxendine, Sharon' <Oxendine.Sharon@epa.gov>; 'Fehrenbacher, Cathy' 
<Fehrenbacher.Cathy@epa.gov>; 'Wolf, Joel' <Wolf.Joel@epa.gQY>; 'Brown, Judith' 
<Brown.Judith@epa.gov>; 'Ortiz, Julia' <Ortiz.Julia@epa.gov> 
Subject: RE: NMP Risk Evaluation (files part 2-Dupont 1990) 

Please note that I am having problems with transmitting Dupont 1990. I will have to split the 
document into various pieces to send it by email. It is a huge file that can' t be sent as is. I am 
troubleshooting and will try to send today or early Monday morning. 

*********************************************************************************** 

Iris A. Camacho, Ph.D. 

Senior Science Advisor (on detail) 

Office of Pollution Prevention and Toxics 

U.S. Environmental Protection Agency 

William Jefferson Clinton Building East, 6308-A 

Washington, DC 20460 

Phone: 202 - 564 - I 229 

Work hours: 8:00 am -4:30 pm 

Work cell phone: 202-304-8648 

Telework phone: ! Ex. 6 - Personal Privacy ! 
1.-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-··-·-·-·-•-·• -" 
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Email: camacho.iris@epa.gov 

From: Camacho, Iris 
Sent: Friday, December O 1, 2017 11: 15 AM 
To: Beck, Nancy <beck.nancy@epa.gov_>; Morris, Jeff <Morris.Jeff@epa.gov>; Mottley, Tanya 
<Mottley.Tanya@epa.gov>; Henry, Tala <Henry.Tala@eP-a.gov>; Barone, Stan 
<Barone.Stan@epa.gov>; Nguyen, Nhan <Nguyen.Nhan@epa.gov>; Selby-Mohamadu, Yvette 
<Se1by-Mohamadu.Yvette@epa.gov>; Brinkerhoff, Chris <Brinkerhoff.Chris@epa.gov>; 
Scheifele, Hans <Scheifele.Hans@epa.gov>; Hanley, Mary <Hanley.Mary@epa.gov>; Bertrand, 
Charlotte <Bertrand.Charlotte@epa.gov>; Dourson, Michael <dourson.michae1@epa.gov>; 
Schlosser, Paul <Schlosser.Paul@epa.gov> 
Cc: Pierce, Alison <Pierce.Alison@epa.gov>; Hasan, Jafrul <Hasan.Jafrul@epa.&ov>; 
Oxendine, Sharon <Oxendinc.Sharon@epa.gov>; Fehrenbacher, Cathy 
<Fehrenbacher.Cathy@epa.gov>; Wolf, Joel <Wolf.Joel@epa.gov>; Brown, Judith 
<Brown.Judith@epa.gov>; Ortiz, Julia <Ortiz.Julia@cpa.gov> 
Subject: RE: NMP Risk Evaluation (files part 1) 

Attached are the files that were requested yesterday at the briefing related to the studies and 
PBPK supplementary information informing the 2015 risk assessment. 

Joel will have to send the remaining files related to the risk management activities. 

I will send you another email (files part 2) submitting Dupont (1990). It is a large file that I can't 
attach to this email. Let me know if you need additional files. 

*********************************************************************************** 

Iris A. Camacho, Ph.D. 

Senior Science Advisor (on detail) 

Office of Pollution Prevention and Toxics 

U.S. Environmental Protection Agency 
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William Jefferson Clinton Building East, 6308-A 

Washington, DC 20460 

Phone: 202 - 564 - 1229 

Work hours: 8:00 am-4:30 pm 

Work cell phone: 202-304-8648 

Telework phonef Ex. 6 - Personal Privacy j 
L.•- •- •- •- •• •·• •• ·•••••••·• •• ·•••••-• • •- •• •• • • •• •• •·• •• • • •••• •·• •• ·•• •• •• ••• • 

mail: camacho.iris/a'epa.e.ov 

-----Original Appointment----
From: Beck, Nancy 
Sent: Tuesday, October 10, 2017 8:56 AM 
To: Beck, Nancy; Mon-is, Jeff; Mottley , Tanya; Herny, Tala; Barone, Stan; Camacho, Iris; 
Nguyen, Nhan; Selby-Mohamadu, Yvette; Brinkerhoff, Chris ; Scheifele, Hans; Hanley , Mary; 
Bertrand, Charlotte; Dourson, Michael; Schlosser, Paul 
Cc: Pierce, Alison; Hasan, Jafrul; Oxendine, Sharon; Fehrenbacher, Cathy; Wolf, Joel; Brown, 
Judith; O11iz, Julia 
Subject: NMP Risk EvaJuation 
When: Thursday, ovember 30, 2017 l :00 PM-2:00 PM (UTC-05 :00) Eastern Time (US & 
~m&). . . ! 

Where: DCRoomEast3156/DC-EPA-EAST-OCSPP (Call in numberi ex.6-PersonalPrivacy ~cess 
cod~-·;;:-~-~-~-~;;~-~~·;;~~~-~;;··1 l·-·-·-· -·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·J 

...................... --~ 

POC for meeting materials: Hans Scheifele 
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To: 
From: 
Sent: 
Subject: 

Beck, Nancy[beck.nancy@epa.gov]; Bertrand, Charlotte[Bertrand.Charlotte@epa.gov] 
Dourson, Michael 
Wed 11/22/2017 4:58:33 PM 
contact 

Nancy and Charlotte 

··-·-·-·-·-·-·-·-·-·-·-·-·-· . 
Here you go: i ............... , • ..., ~-

, -·-·-·-·-·-·-·-·-·-·-·-·-·-· 

Cheers! 

Michael. . . 

. . . L. Dourson, PhD. , DABT, FATS, FSRA 

Senior Advisor to the Administrator 

U.S . Environmental Protection Agency 

dourson. michael@epa.gov 

202-564-2463 

www.epa.gov 
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To: Bertrand, Charlotte[Bertrand.Charlotte@epa.gov]; Hanley, Mary[Hanley.Mary@epa.gov]; Beck, 
Nancy[beck.nancy@epa.gov]; Wise, Louise[Wise.Louise@epa.gov]; Strong, 
Jamie[Strong.Jamie@epa.gov]; Flaherty, Colleen[Flaherty.Colleen@epa.gov]; Ohanian, 
Edward[Ohan ian.Edward@epa.gov] 
From: Dourson, Michael 
Sent: Fri 12/1/2017 12:07:00 AM 
Subject: Emmett et al. 2006 
Emmett et al.. 2006, Table 5 Results in part.xlsx 

Dear Colleagues 

Here is a quick pictorial look at some information from the Emmett et al. (2006) paper. Looking 
forward to our briefing tomorrow. 

Cheers! 

Michael. .. 

... L. Dourson, PhD., DABT, FATS, FSRA 

Senior Advisor to the Administrator 

U.S. Environmental Protection Agency 

dourson.michae l@epa.gov 

202-564-2463 

www.epa.gov 

From: Bertrand, Charlotte 
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Sent: Wednesday, November 29, 2017 2:06 PM 
To: Hanley, Mary <Hanley.Mary@epa.gov>; Dourson, Michael <dourson.michael@epa.gov>; 
Beck, Nancy <Beck.Nancy@epa.gov>; Wise, Louise <Wise.Louise@epa.gov> 
Subject: Fwd: Slides for briefing on OW PFOA and PFOS HAs 

Sent from my iPhone 

Begin forwarded message: 

From: "Strong, Jamie" <Strong.Jamie@epa.gov> 
To: "Bertrand, Charlotte" <Bertrand.Charlotte@epa.gov> 
Cc: "Flaherty, Colleen" <Flaherty.Colleen@epa.gov> 
Subject: RE: Slides for briefing on OW PFOA and PFOS HAs 

Charlotte, 

I apologize, but there is a comment bubble in the slide deck I sent you. Can you please 
switch out for this clean version. 

Thanks, 
Jamie 

From: Bertrand, Charlotte 
Sent: Tuesday, November 28, 2017 8: 10 AM 
To: Strong, Jamie <Strong.Jamie@epa.gov> 
Cc: Hanley, Mary <Hanley.Mary@epa.gov>; Nagle, Deborah <Nagle.Deborah@epa.gov>; 
Bu.meson, Eric <Burneson.Eric@epa.gov>; Behl, Betsy <Beh1.Betsy@epa.gov>; Flaherty, 
Colleen <Flaherty.Colleen@epa.gov>; Miller, Gregory <Miller.Gregory@epa.gov>; 
Donohue, Joyce <Donohue.Joyce@epa.gov> 
Subject: RE: Slides for briefing on OW PFOA and PFOS HAs 

Thank you, look forward to seeing you all on Friday. 

Best, 

Charlotte 
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From: Strong, Jamie 
Sent: Tuesday, November 28, 2017 8:08 AM 
To: Bertrand, Charlotte <Bertrand.Charlotte@epa.gov> 
Cc: Hanley, Mary <Hanley.Mary@epa.gov>; Nagle, Deborah <Nagle.Deborah@epa.gov>; 
Burneson, Eric <Burneson.Eric@epa.gov>; Behl, Betsy <Behl.Betsy@epa.gov>; Flaherty, 
Colleen <F1aherty.Co1leen@epa.gov>; Miller, Gregory <Miller.Gregory@epa.gov>; 
Donohue, Joyce <Donohue.Joyce@cpa.gov> 
Subject: Slides for briefing on OW PFOA and PFOS HAs 

Charlotte, 

Please find attached OW' s slides for the briefing on the health advisories for PFOA and 
PFOS scheduled for Friday. Please let me know if you need anything further. 

Thank.you, 

Jamie Strong 

Chief Human Health Risk Assessment Branch 

Health and Ecological Criteria Division, 4304-T 

Office of Science and Technology, Office of Water 

United States Environmental Protection Agency 

1200 Pennsylvania Avenue, NW 

Washington DC 20460 

phone: 202.566.0056 

fax: 202.566.1140 
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1 Emmett et al. (2006) Table 5, page 23. 

2 

3 Tap Water Drinks per Day Mean PFOA (ppb) Median PFOA (ppb) 

4 0 374 301 

5 1.5 324 265 

6 3.5 413 370 

7 6.5 450 373 

8 8.5 565 486 

9 

10 

11 -- --- -

Figure 1. PFOA concentration versus tap water. 
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1 
2 
3 Local Meat Servings/week Mean PFOA (ppb) Median PFOA (ppb) Local Vegetables Servings/week Mean PFOA (ppb) Median PFOA (ppb) 

4 0 389 329 0 356 295 
5 10 488 451 10 458 420 

6 25 516 424 25 571 469 
7 
8 
9 
10 
11 

I-- '--

.E 
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igure 2. PFOA concentration versus local meat. Figure 3. PFOA concentration versus local vegetables 
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To: Hanley, Mary[Hanley.Mary@epa.gov]; Beck, Nancy[beck.nancy@epa.gov]; Bertrand, 
Charlotte[Bertrand. Charlotte@epa.gov] 
From: Dourson, Michael 
Sent: Thur 11/30/2017 11 :49:40 PM 
Subject: RE: Use this Version : Draft Response to SEPW Minority Letter and QFRs 
MDmdFINAL Dourson QFRs 11 .14.2017.MH.CB.docx (003).docx 
mdDourson Response to SEPW Minority Letter.draft 11.05.17 .MCH.docx 

Mary 

Thanks for keeping this on the burner. I have tweaked the version trying to mollify several of 
the statements . See what you all think. 

Michael 

From: Hanley, Mary 
Sent: Thursday, November 30, 2017 10:53 AM 
To: Beck, Nancy <Beck.Nancy@epa.gov>; Bertrand, Charlotte <Bertrand.Charlotte@epa.gov>; 
Dourson, Michael <dourson.michael@epa.gov> 
Subject: FW: Use this Version: Draft Response to SEPW Minority Letter and QFRs 
Importance: High 

Hel lo, the latest version of the letter is att~_9.Q.~_4 .... ML~~ . .t\!.~r~ .. ~nt ~Q.m.~.-~Qrnm.~JJJ~J.O..~.Y..9.~.~r __________________ _ 
attention. I also added the Bodine letter ~ Ex. 5 - Deliberative Process ~x . 5 - Deliberative Process ! 

: Ex. 5 - DelibE!rati\/e ProC·e·5·5·c·-·-r··-·-· 
i.-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-· ! 

Cheers 

M 

From: Hanley, Mary 
Sent: Wednesday, November 29, 2017 5:29 PM 
To: Beck, Nancy <beck.nancy@cpa.gov>; Bertrand, Charlotte <Bertrand.Charlotte@epa.gov>; 
Michael Dourson (dourson.michael@epa.gov) <dourson.michael@epa.gov> 
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Subject: Use this Version: Draft Response to SEPW Minority Letter and QFRs 
Importance: High 

Nancy, Charlotte, Mike: 

Please use the QFR version attached for further editing. It is substantively the same as the last 
version Nancy has (with Charlotte ' s comments) but I have corrected some formatting problems. 

Also, please review and comment on the response to the letter attached. I don't think I received 
edits on it yet. 

In addition, I have included Mike' s initial draft responses to the incoming letter. Note that since 

, that . ti me ! .......................................... ....... ,. .•.•.•.•.• -.. -~!': .. ~.:-1?.~!i~~r.~~.~~.':>~.~~~.~~-·· ··········- ····-········· ......... --·······-·-......... J 
L. .. Ex .. s. -. Deliberative .Process . ..J Let me know of any questions. 

Cheers 

M 
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To: 
From: 
Sent: 
Subject: 

Thanks ! 

Beck, Nancy[beck.nancy@epa.gov] 
Dourson , Michael 
Wed 10/18/2017 4:45 :56 PM 
RE: Neonicotinoid Briefing 

From: Beck, Nancy 
Sent: Wednesday, October 18, 2017 12:17 PM 
To: Dourson, M ichael <dourson.michael@epa.gov> 
Cc: Bertrand, Charlotte <Bertrand.Charlotte@epa.gov> 
Subject: RE: Neon icot inoid Briefing 

Lou ise can attend the 1pm meeting for us.! Ex. 5 - Deliberative Process ] r·--·-·-·-·-Ex:·s-·:·t>ei"iberafi"ve·Process-···-·--·-·1 ;-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·..! 
'. -·-' -·-. -· -·-' -·-'-·-·-' -·-' ....... -. -·-·· -·-·· -· -·-' ....... -. -·-....... -·-' -·-·-· -· -... ·-·-· -. -' 
You should get an invited to standing 8am meetings for political leadersh ip meetings w ith the 
Administrator. If you don't have those yet, ask Hayley Ford to add you to the list. 

Nancy B. Beck, Ph .D., DABT 
Deputy Assistant Administrator, OCSPP 
P: 202-564-1273 !-·-·-·-·-·-·-·-·-·-·-·-·-·-·-·-· i 
M :! Ex. 5 • Porson1111 Privacy i 
be~k. n ancy@epa.gov 

-----Original Appointment----
From: Dourson, Michael 
Sent: Wednesday, October 18, 2017 12:13 PM 
To: Bert rand, Cha rlotte; Beck, Nancy 
Subject: Tentative: Neonicotinoid Briefing 
When: Monday, October 23, 2017 1:00 PM-2:00 PM (UTC-05:00) Eastern Time (US & Canada). 
Where: PY-12100 

Charlotte, I also have a senior staff briefing with Mr. Pruitt. 

Nancy, which meeting get preference? I assume you can handle Admin istrator Pru itt 's meeting. 
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To: 
From: 
Sent: 
Subject: 

Thanks. 

Beck, Nancy[beck.nancy@epa.gov] 
Dourson, Michael 
Wed 11/22/2017 2:45:14 PM 
RE: ATSDR 

From: Beck, Nancy 
Sent: Wednesday, November 22, 2017 9:24 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: Re: ATSDR 

We can talk about it 

Nancy B. Beck, Ph.D. , DABT 
Deputy Assistant Administrator, OCSPP 
P: 2Q2.7.5.6A7 . .l.2.7-3. ..... 
M · i E,c . 6 - Personal Privacy j 

• J ! 

Beck. .. an·cv@epa .gov 

On ov 22, 2017, at 9:21 AM, Dourson, Michael <dourson.michael@cpa.gov> wrote: 

Nancy 

What is this about please? Thanks! 

Mike 

From: Beck, Nancy 
Sent: Wednesday, November 22, 2017 8:40 AM 
To: Vogel, Dana <Vogel .Dana@epa.gov>; Keigwin, Richard 
<Keigwin .Richard@epa.gov> 
Cc: Bertrand, Charlotte <Bertrand.Char1otte@epa.gov>; Wise, Louise 
<Wise.Louise@epa.gov>; Dourson, Michael <dourson.michael@epa.gov>; Keller, Kaitlin 
<keller.kaitlin@epa.gov> 
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Subject: A TSDR 

I bad a nice chat with Pete Breysse this rooming. He was sw-p1ised to bear that their draft 
,800._page. tox. profile. makes a finding_ of not enou_gb_ infonn.ation ._I think he. was . also., 

i Ex. 5 - Deliberative Process ! r· . -·-·-·-•-·· -·-· -· -·-. -•-·• -·-·-. -•-·• -·-· -·-·-. -·-· -·-·-·-•-·• -· -·-·-•-·• -·-. -·-•-•·-•-·•-·-·-·-· -·• -·-·-·-· -·• -•-·•-·-· -· -·-. -·-· -·-•-·· -·-· -·-·-. -·-. -·-. -•·-•-. -·-. -·-·-. -·-. -·-·-. -·-. -•-·• -·-·-. -·-. -·-·-. -•-·• -·-. -. ! 
! 

Ex. 5 - Deliberative Process ! 
! ! 
I,••• ••.••• •• •• •• •• •••••-··••• ••· • ••·· • · • • • ·• •• •• •• • .. . ,. . ... , ..... ... , • ......... . .... • · - • • ·• •• •·• •• • • · • · • •••• ·• • •• •• •• ..... • •• ·· ... .. . .,. •••• ·· ,. .... '.,.., • •• ·•·• •• ' ••• •• •• •• ·· • •• .. ... . .. , .. . .......... , ... .. ..... ,., _ . ... ... , .... ...... , .,, ., , ... .,. • · • •• ' .... .. . . .. , ,.. . ... ' 

i Ex. 5 - Deliberative Process l I expect as a next step 
'John Declcer"wilTreacb oufto Daua·nexfweek. ······································ 

Lets chat after the holiday. I hope I didn't get anything too wrong. 

Nancy 

************************************************************* 

Nancy B. Beck, Ph.D., DABT 

Deputy Assistant Administrator 

Office of Chemical Safety and Pollution Prevention 

P: 202-564-1273 

,-. -----·-·-. ---. -· -·-·-·-. -·-·-, 
M : j Ex. 6 • Personal Privacy j 

t . . - --·- ' - ·- '- ---- ·- ·- ' - ·-·- , ___ ; 

beck.nancy@cpa.gov 
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To: 
From: 
Sent: 
Subject: 

Thanks! 

Beck, Nancy[beck.nancy@epa.gov] 
Dourson, Michael 
Wed 10/18/2017 4:31:41 PM 
RE: K-Day Program is attached. Arnold 

From: Beck, Nancy 
Sent: Wednesday, October 18, 2017 12:24 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: RE: K-Day Program is attached. Arnold 

There is a shuttle that mns there, however, we have access to a car (you and I) and we can use 
that. I think I have it scheduled for around 11 :50 as the real festivities once start til noon. 

Once the car is set I will forward the invite to you. 

Nancy B. Beck, Ph.D. , DABT 

Deputy Assistant Administrator, OCSPP 

P: 202-564-1273 

i ·· ·- ·- ·- ··-·- ·- ··- --· - ·- ·- ·--- ·• - ·- · -· - ~ 

M :i Ex . 6 - Personal Privacy i 
L .. ---·-·-·-···--·--·-·-··---··-·---·----! 

beck.nancy@epa. gov 

From: Dourson, Michael 
Sent: Wednesday, October 18, 2017 12:22 PM 
To: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: RE: K-Day Program is attached. Arnold 

Nancy 
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I have ethics training with Justina from 10 to 11. Afterwards I will go over to PY. So what is 
the best way? 

Mike 

From: Beck, Nancy 
Sent: Wednesday, October 18, 2017 10:53 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: Fwd: K-Day Program is attached. Arnold 

ancy B. Beck, Ph .D ., DABT 
Deputy Assistant Administrator, OCSPP 
P: 202-564-1273 

I •• • • •• •• •••••••• •• •• •• •• •• • • •• •• •: 

M :j Ex. 6 - Personal Privacy i 
Be~l<.NancY,(ivei5a~gov 

Begin forwarded message: 

From: "Layne, Arnold" <Laync.Amold@epa.gov> 
To: "OPP Division Directors" <OPP Division Directors@epa.gov>, "OPP Associate and 
Deputy Directors" <OPP Associate and Deputy Directors@epa.gov>, "Beck, Nancy" 
<Beck.Nancy@epa.gov>, "Hughes, Hayley" <hayley.hughes@hq.dhs.gov>, "Barone, Stan" 
<Barone.Stan@epa.gov>, "Graves, Inza" <Graves.Inza@epa.gov>, "Morris, Jeff' 
<Moffis.Jeff@epa.gov>, "Hartman, Mark" <Ha1iman.Mark@epa.gov>, "Mottley, Tanya" 
<Mottley.Tanya@cpa.gov>, "Simon, Nigel" <Simon.Nigel@epa.gQ_Y_>, "Breen, Barry" 
<Brcen.Barry@epa.gov>, "Woolford, James" <Woolford.James@epa.gov>, "Ross, Mary" 
<Ross.Mary@epa.gov>, "Morales, Oscar" <Morales.Oscar@epa.gQ_Y_>, "Bertrand, 
Charlotte" <Bertrand.Charlotte@epa.gov>, "OPPT Division Directors Deputy Directors" 
<OPPT Division Directors Deputy Directors@epa.gov>, "OPPT Division Directors" 
<OPPT Division Directors@epa.gov>, "Johnson, Barnes" <Johnson.Bames@epa.gQY> 
Cc: "Stewart, Troy" <Stewart.Troy@epa.gov> 
Subject: K-Day Program is attached. Arnold 

Wear PINK! And practice the dance!! Given the crowd size, we will take the PINK photo 
outside at noon then reenter the building for the managers' dance. 
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Arnold E. Layne 

Deputy Director for Management 

EPA Chief Customer Experience Officer for OPP 

EPA OCSPP Lead for Zika 

Office of Pesticide Programs 

US Environmental Protection Agency 

703-347-8222 

"Nobody cares how much you know, until they know you care about them!" Zig Ziglar 

From: Layne, Arnold 
Sent: Monday, October 16, 2017 1:26 PM 
To: OPP Division Directors <OPP Division Directors@epa.gov>; OPP Associate and 
Deputy Directors <OPP Associate and Deputy Directors@epa.gov>; Beck, Nancy 
<Beck.Nancy@epa.gov>; Hughes, Hayley <hayley.hughes@hq.dhs.gov>; Barone, Stan 
<Barone.Stan@epa.gov>; Graves, Inza <Graves.Inza@epa.gov>; Morris, Jeff 
<Morris.Jeff@epa.gov>; Hartman, Mark <Hartman.Mark@epa.gov>; Mottley, Tanya 
<Mottley.Tanya@epa.gov>; Simon, Nigel <Simon.Nigel@epa.gov>; Breen, Barry 
<Breen.Bany@epa.gov>; Woolford, James <Woolford.James@epa.gov>; Ross, Mary 
<Ross.Mary@epa.gov>; Morales, Oscar <Morales.Oscar@epa.gov>; Bertrand, Charlotte 
<Bertrand.Charlotte@epa.gov>; OPPT Division Directors Deputy Directors 
<OPPT Division Directors Deputy Directors@epa.gov>; OPPT Division Directors 
<OPPT Division Directors@epa.gov>; Johnson, Barnes <Johnson.Barnes@epa.gov> 
Cc: Marshall, Kim <Marshall.Kim@epa.gov>; Layne, Arnold <Layne.Arnold@epa.gov>; 
Stewart, Troy <Stewart.Troy@epa.gov> 
Subject: ACTION - K-Day Practice Video! 
Importance: High 

Dear Colleagues, 
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Below is the youtube link to the Macarena with music from which to practice for the K-day 
managers' performance. See you Thursday, October 19, 2017, promptly at 11 AM at 
Potomac Yard South in the first floor conference room. 

Remember to wear PINK in honor Breast Cancer month. We will take 
our annual Wear Pink photo at noon immediately followed by the IO Senior leadership, 
OCSPP/OLEM/ORD SESers, and their Deputies/Associates Macarena dance performance. 
You will be directed where to go to take the PINK photo. 

Please don't tell the staff what dance we are doing. Let's keep that a secret. 

We can do this team and look good doing it!! See you Thursday in PINK. All my best, 
Arnold 

https://www.youtube.com/watch?v=il im74-XgY A 

Arnold E. Layne 

Deputy Director for Management 

EPA Chief Customer Experience Officer for OPP 

EPA OCSPP Lead for Zika 

Office of Pesticide Programs 

US Environmental Protection Agency 

703-34 7-8222 

"Nobody cares how much you know, until they know you care about them!" Zig Ziglar 
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To: 
From: 
Sent: 
Subject: 

Thanks! 

Beck, Nancy[beck.nancy@epa.gov] 
Dourson, Michael 
Wed 10/18/2017 4:30:41 PM 
RE: Potomac Yards Shuttle 

From: Beck, Nancy 
Sent: Wednesday, October 18, 2017 12:26 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: Potomac Yards Shuttle 

https ://www.epa.gov/ sites/producti on/files/2016-04/ documents/ sh uttlebus .pdf 

************************************************************* 

Nancy B. Beck, Ph.D. , DABT 

Deputy Assistant Administrator 

Office of Chemical Safety and Pollution Prevention 

P: 202-564- 1273 
,.. ...................... , ........ .. 
' ' M . ' 

: j Ex. 6 • Pl!lr$On111 Privacy ! 
'-- . ___ ,._ . - -- . - -- . - -- --. - •- ·• _____ _j 

bcck.nancy@cpa.gov 
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To: 
Cc: 
From: 
Sent: 
Subject: 

Thanks! 

Munoz, Charles[munoz.charles@epa.gov] 
Beck, Nancy[beck.nancy@epa.gov]; Fugh, Justina[Fugh.Justina@epa.gov] 
Dourson, Michael 
Wed 10/18/201712:06:00 PM 
RE: Introductory briefing 

From: Munoz, Charles 
Sent: Wednesday, October 18, 2017 8:04 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gov>; Fugh, Justina <Fugh.Justina@epa.gov> 
Subject: RE: Introductory briefing 

It is. 

Charles Munoz 

White House Liaison 

Environmental Protection Agency 

202-380-7967 

From: Dourson, Michael 
Sent: Wednesday, October 18, 2017 8:03 AM 
To: Munoz, Charles <munoz.charles@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gqy>; Fugh, Justina <Fugh.Justina@epa.gov> 
Subject: RE: Introductory briefing 

Charles 

I have an ethics briefing tomorrow on my calendar at 10 am with your name on it. Is this with 
Justina Fugh? 
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Cheers! 

Michael 

From: Fugh, Justina 
Sent: Tuesday, October 17, 2017 9:48 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: RE: Introductory briefing 

Well, gosh, that is me, but it's not on my calendar! I'll add it myself ... Thursday, October 19 at 
10 am, correct? 

From: Dourson, Michael 
Sent: Tuesday, October 1 7, 2017 9 :26 PM 
To: Fugh, Justina <Fugh.Justina@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: RE: Introductory briefing 

Justina 

I have an ethics briefing slated for this time, in room 4308. I presumed this was you. Please 
confirm at your leisure. 

Cheers! 

Michael 
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If you cannot explain it simply, you do not understand it well enough---Albert Einstein 

From: Fugh, Justina 
Sent: Tuesday, October 17, 2017 6:23 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: RE: Introductory briefing 

Howdy! We should find one hour so that I can give you your new employee ethics briefing! Are 
you still free at 10 on Thursday? If not, then we can choose some time Friday afternoon, okay? 

Justina Fugh I Senior Counsel for Ethics I Office of General Counsel I US EPA I Mail Code 2311A I Room 4308 
North, William Jefferson Clinton Federal Building I Washington, DC 20460 (for ground deliveries, use 20004 for the 
zip code) I phone 202-564-1786 I fax 202-564-1772 

From: Dourson, Michael 
Sent: Tuesday, October 17, 2017 9:56 AM 
To: Fugh, Justina <Fugh.Justina@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: Introductory briefing 

Justina 
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I will be in the EPA HQ building tomorrow and for the rest of the week. When would be a good 
time to get together? My schedule tomorrow is open from about 1 :30 to 4 pm. Thusday, I am 
open at 10 am and after 4 pm. Friday, I am open after 9:30 and for the whole day. 

Cheers! 

Michael 
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To: 
Cc: 
From: 
Sent: 
Subject: 

Charles 

Munoz, Charles[munoz.charles@epa.gov] 
Beck, Nancy[beck.nancy@epa.gov]; Fugh, Justina[Fugh.Justina@epa.gov] 
Dourson, Michael 
Wed 10/18/201712:03:04 PM 
RE: Introductory briefing 

I have an ethics briefing tomorrow on my calendar at 10 am with your name on it. Is this with 
Justina Fugh? 

Cheers! 

Michael 

From: Fugh, Justina 
Sent: Tuesday, October 17, 2017 9:48 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: RE: Introductory briefing 

Well, gosh, that is me, but it's not on my calendar! I'll add it myself ... Thursday, October 19 at 
10 am, correct? 

From: Dourson, Michael 
Sent: Tuesday, October 1 7, 2017 9 :26 PM 
To: Fugh, Justina <Fugh.Justina@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: RE: Introductory briefing 

Justina 
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I have an ethics briefing slated for this time, in room 4308. I presumed this was you. Please 
confirm at your leisure. 

Cheers! 

Michael 

If you cannot explain it simply, you do not understand it well enough---Albert Einstein 

From: Fugh, Justina 
Sent: Tuesday, October 17, 2017 6:23 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: RE: Introductory briefing 

Howdy! We should find one hour so that I can give you your new employee ethics briefing! Are 
you still free at 10 on Thursday? If not, then we can choose some time Friday afternoon, okay? 

Justina Fugh I Senior Counsel for Ethics I Office of General Counsel I US EPA I Mail Code 2311A I Room 4308 
North, William Jefferson Clinton Federal Building I Washington, DC 20460 (for ground deliveries, use 20004 for the 
zip code) I phone 202-564-1786 I fax 202-564-1772 
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From: Dourson, Michael 
Sent: Tuesday, October 17, 2017 9:56 AM 
To: Fugh, Justina <Fugh.Justina@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: Introductory briefing 

Justina 

I will be in the EPA HQ building tomorrow and for the rest of the week. When would be a good 
time to get together? My schedule tomorrow is open from about 1 :30 to 4 pm. Thusday, I am 
open at 10 am and after 4 pm. Friday, I am open after 9:30 and for the whole day. 

Cheers! 

Michael 
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Appendix A Please read Privacy Act Statement and instructions on reverse before completing this form. 

United States Environmental Protection Agency 
Washington, DC 20460 

&EPA TSCA CBI Access Request, Agreement, and Approval 

1. l'are (l;,sl, Firs~ Ml) 
Dourson , Michael, L 

4 . Req.estor (J>gercy.otfice/DMsimSrardl) 

7.Ts:ASections forv.tiich a:cess is 

reqjra:J. Dleckall that ar:piy. Use blarl< 

sp,r:e to re:µ,st other sectims not listed. 

8.Jusfification forTs:ACBI a=. 

Sela::tawqxiateccde frcm irstru:ti:Jnson 

reverse side. (Dleckonefor all that'H)ly). 

Section I. - Access Request 

2..aoat.JD.~ (e.g., ss-1) 
L_ Ea,t . .. MNll"IIHQ __ j 

5. DocureruCaitrolOfficer(l)O)) 

cO DD 

3. Tel!µm! l'wtEr 
(202) 564-2463 

6. IXO Telei:t,::re NuTter 

exrero 
List Justiflcatoo on reverse side 

Section II. - Contract Information - Contractor Employees Only 

9. 8rployer's Nare 10a. 8rployer's/ldjre;s 1CbCity 10c.ST 10d. Zip:xx:le 

11 . Caitra:tNuTter 12. EPA Prtja::t Offcer 13. EPAProja::tOffice, Telei:t,::re 

Section Ill. - OPPT Secure Storage Area Access- HQ Federal and HQ Contractor Employees Only 

14. Dleck if EPA ID BactJe. BactJe is req.,ira:J. • YES(New) • No (List Present EPA ID Boclga Numer ________ ~ 

15. list CH'T Re;tricta:J areas by Division to v.tiich physical access is required. 

Hare Divisoo (24 hOJr access) Qlhe,Divisi:Jns (61>..M. - 6P.M. only) A:x:ESS to CBIC Only IMl (l)O)ad IMJCcrrp.Jte,Fm;.) 

16. list CH'T areas by Division ard Rocm NuTter for v.tiichAlarm/lctivafioo1Jea;livatoo Au1mrity is re:µ,sta:J. 

Section IV. - Confidentiality Agreement 

I urrerstard Iha! 1.,,;11 t-ave a:cess to certain ConMent"'I B.Jsress lnfooraton swntted urrer the Toxic Slbstanoes Q:,ntrol M (TSCA, 15 USC:2601 et seq.). This a:cess has been ga1,:fha:roctrrem 
my official duties relating to Enviromiental Protection Agercy progrars. 

I urrerstard that TSCA CBI rray be used only in coorection with my offic"'I duties ard rray not be disclosed except as authorized tr; lSCA ard ~ Y reguam ll"a.eie:a.e:iao::pfd,at!lflB'lnlte 
procedures set forth in, the TSCA CBI Protection Manual. I agree that 1 will treat any TSCA CBI furnished tome as confidential and that l will fol ION these procedures. 

I understard that urder secton 14(d)ofTSCA(15USC2513(d)1 I an lia:Jleforapossblefneof t:plo$5,00la-idlor rrprm-mant fort:ptooneysa- f I...;HfullydiscloseTSCACBI loar>fl"'fSOOmlaulrorizedto 
receive it In addition, I understand that l may be subject to disciplinary action for violation of this agrearent with penalties ranging up to and including dismissal. 

I understand that my obligation to protect TSCA CBI, \Mlich has been disclosed tome as part of my official job duties, continues after either tennination of mya:osgne1aerriubicin-y8TJX)JYEJt. 

I certify that the statarents I t-ave made on this fom, ard all atta:hrents trereto are true, accurate, ard ccrrp~e. I a:knoMeqJe Iha! ,ny kroMngly false or llisleading staterent rray be p.mishable tr; fine or 
irrprisorrrent or both under applicable laN. 

17. Signature of 8rployee 

19. Ts:A CBI Sa::urity Bliefirg Clate 

Michael L. Dourson 
18. Date 

10/18/2017 

Section V. - Requesting Official Approval 

20. Nare ad Siglature ofRe:µ,stirgOffrcial. (lmre:liate9.Jpefvisor- EPA Prtject Officer forCaitra:tors) As the 
mrediate stµ,Visor of (or the EPA A-oja::t Officer for) the ,ix,;e rrentooed errployee, I certify he/she has suxessfully 
carpleted a TSC'\ CBI Sa::urity Briefirg on the date sh:m1 

Siglature 21 . Clale 
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Paperwork Reduction Act Notice 

The public reporting burden for the collection of information is estimated to average .84 hours per response. This estimate includes time for 
reviewing instructions, gathering and maintaining the needed data, and completing and reviewing the collection of information. Send comments 
regarding the burden estimate or any other aspect of this collection of information to the Director, Collection Strategies Division, US Environmental 
Protection Agency (2822T), 1200 Pennsylvania Ave., NW, Washington DC 20460, and to the Office of Information and Regulatory Affairs, Office of 
Management and Budget, Washington, DC 20503, marked ATTENTION: Desk Officer for EPA. Include the 0MB No. identified on page 1 in any 

correspondence. Do not send the completed form to this address. Submit the form in accordance with the instructions in the CBI Manual. 

Privacy Act Statement 

Furnishing your Social Security Number is voluntary, but encouraged. The information on this form is used by EPA to maintain a record of 
those persons cleared for access to TSCA Confidential Business Information (CBI) and to maintain the security of TSCA CBI. 

Disclosure of information from this form may be made to the Office of Pollution Prevention and Toxics (OPPT) contractors in order to carry out 
functions for EPA compatible with the purpose for which this information is collected; to other Federal agencies when they possess TSCA CBI and 
need to verify clearance to EPA and EPA contractor employees for access; to the Department of Justice when related to litigation or anticipated 
litigation involving the records or the subject matter of the records; to the appropriate Federal, State or local agency charged with enforcing a statute or 
regulation, violation of which is indicated by a record in this system; where necessary, to a State, Federal or local agency maintaining information 
pertinent to hiring, retention, or clearance of an employee, letting of a contract, or issuance of a grant or other magistrate or administrative tribunal; in 
the course of litigation under TSCA; and to a member of Congress acting on behalf of an individual to whom records in this system pertain. 

Instructions for Form Completion 
Section I -To be completed by all Section Ill -To be completed by HQ Federal 

and HQ Contractor employees only 

1. List Full Name NOTE: These procedures apply only to employees requiring access to 
2. List 9-Digit ID (e.g., SSN) OPPT Secure Storage areas. All others follow standard Agency 
3. List Telephone number of person in item 1 procedures. 
4. List Full Acronym of Requesting Office (i.e. EPA Office in which the 14. Check either box a, b, c or (c&d) for EPA ID badge or Contractor 
individual works or for contractor employees, the EPA Office with whom Building Pass. If box c is checked, write in badge number. 
the contract is with) a. Yes - Check if new employee getting first EPA ID Badge. (New 
5. List the immediate Document Control Officer for the office in which the programmed badge and barcode) 
individual works b. Need Replacement - Check if replacement ID Badge is needed 
6. List the telephone number of the Document Control Officer (replacement badge and barcode) 
7. Check the TSCA Sections for which access is requested or check ALL c. No - Existing badge needs programming. List ID Badge no. 
if applicable 15. Check and list OPPT secured areas for which access (via "RUSCO" 
8. Circle the appropriate Access Justification Code electronic door control system) is required. List Division acronyms for the 

A Employee is an EPA employee or EPA contractor employee whose requested areas. 
work assignments involve the New ancVor Existing Chemical Programs of Home Division - List Division in which employee works 
TSCA. Hence access to the TSCA sections listed in item 7 of this form is Other Divisions- List other OPPT Divisions for which unrestricted 
required in performance of his/her duties. daytime access is requested 

B. Employee is an EPA employee or EPA contractor employee whose CBIC Only - To be checked for those who only need to access the 
work entails the administration of computer systems housing TSCA CBI. Confidential Business Information Center. 
Hence access to the TSCA sections listed in IMO Areas - Employees who need to regularly access the IMD Document 
item 7 of this form is required. Control Office Suite should circle DC0 in the fourth block. Only IMD staff 

C. Employee is an EPA employee or EPA contractor employee whose and contractors who work in IMD computer rooms should circle IMO 
work entails physical security or maintenance for TSCA CBI secure Computer Rooms. 
storage areas. Although employee will not actually 16. List OPPT areas by Division and Room numbers for which Alarm 
work with any TSCA CBI materials, access to the TSCA sections listed in Activation/Deactivation authority is requested. Generally, this is 
item 7 of this form is required. employees home Division only. 

D. List Justification here 

Section II - To be completed by Contractor Section IV-To be completed by all 
Employees only 

1 r. 1::mpIoyee ::;Ignature (must De original) 
9. List Employer's name 18. Signature Date 
10a-d. List Employe-'s address Section V -To be completed by all 11. List Contract number 
12. List EPA Project Officer's name HJ. 1::mer aate employee auenaea '"'-'" 1..,01 ::;ecumy t:menng 
13. List EPA Project Officer's telephone number 20. Immediate Supervisor/EPA Project Officers name and sign. 

21. Date of signature 

Section VI - To be completed by OPPT Security 
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To: 
Cc: 
From: 
Sent: 
Subject: 

Mary 

Hanley, Mary[Hanley.Mary@epa.gov] 
Beck, Nancy[beck.nancy@epa.gov]; Bertrand, Charlotte[Bertrand.Charlotte@epa.gov] 
Dourson, Michael 
Thur 10/19/201710:43:24 AM 
RE: Copy of TCE Work Plan Risk Assessment 

Would you please be so kind and send me the external peer review report. The link in the 
document you sent for this report was not working. 

Thanks! 

Michael 

If you cannot explain it simply, you do not understand it well enough---Albert Einstein 

From: Hanley, Mary 
Sent: Wednesday, October 18, 2017 5:19 PM 
To: Dourson, Michael <dourson.michael@epa.gov>; Beck, Nancy <Beck.Nancy@epa.gov>; 
Bertrand, Charlotte <Bertrand.Charlotte@epa.gov> 
Subject: Copy of TCE Work Plan Risk Assessment 

Per your request. 

Cheers 
M 
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To: 
Cc: 
From: 
Sent: 
Subject: 

Justina 

Fugh, Justina(Fugh.Justina@epa.gov] 
Beck, Nancy(beck.nancy@epa.gov] 
Dourson, Michael 
Wed 10/18/20171:26:27 AM 
RE: Introductory briefing 

I have an ethics briefing slated for this time, in room 4308. I presumed this was you. Please 
confirm at your leisure. 

Cheers! 

Michael 

If you cannot explain it simply, you do not understand it well enough---Albert Einstein 

From: Fugh, Justina 
Sent: Tuesday, October 17, 2017 6:23 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: RE: Introductory briefing 

Howdy! We should find one hour so that I can give you your new employee ethics briefing! Are 
you still free at 10 on Thursday? If not, then we can choose some time Friday afternoon, okay? 

Justina Fugh I Senior Counsel for Ethics I Office of General Counsel I US EPA I Mail Code 2311A I Room 4308 
North, William Jefferson Clinton Federal Building I Washington, DC 20460 (for ground deliveries, use 20004 for the 
zip code) I phone 202-564-1786 I fax 202-564-1772 
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From: Dourson, Michael 
Sent: Tuesday, October 17, 2017 9:56 AM 
To: Fugh, Justina <fugh.Justina@epa.gov> 
Cc: Beck, Nancy <Beck.Nancy@epa.gQY> 
Subject: Introductory briefing 

Justina 

I will be in the EPA HQ building tomorrow and for the rest of the week. When would be a good 
time to get together? My schedule tomorrow is open from about 1 :30 to 4 pm. Thusday, I am 
open at 10 am and after 4 pm. Friday, I am open after 9:30 and for the whole day. 

Cheers! 

Michael 
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To: 
From: 
Sent: 
Subject: 

Thanks! 

Bowman, Liz[Bowman.Liz@epa.gov] 
Dourson, Michael 
Thur 10/19/20171:56:17 AM 
RE: Hello 

From: Bowman, Liz 
Sent: Wednesday, October 18, 2017 3:22 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: RE: Hello 

Yes we did 

From: Dourson, Michael 
Sent: Wednesday, October 18, 2017 12:16 PM 
To: Bowman, Liz <Bowman.Liz@epa.gov> 
Subject: RE: Hello 

Liz 

Thanks! I presume that you also responded to the reporter looking for the sick-child, mother, 
dead dog story that I described briefly at my hearing? 

Cheers! 

Michael 

From: Bowman, Liz 
Sent: Wednesday, October 18, 2017 11 :50 AM 



ED_001803B_00003915-2

To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: Re: Hello 

We responded to him w a list of others who also started pre vote. 

Sent from my iPhone 

On Oct 18, 2017, at 11:47 AM, Dourson, Michael <dourson.michael@epa.gov> wrote: 

Liz 

Please let me know if you need any help. Cheers! 

Michael 

From: Alex Guillen [ mailto:agui1len@politico.com] 
Sent: Wednesday, October 18, 2017 8:45 AM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: Hello 

Hi Michael, 

My name is Alex Guillen, and I'm an energy reporter with Politico. I saw a report that 
you've already started at EPA and wanted to confirm with you that you're a special adviser 
on chemical and pesticide issues. Are you detailed to OCSPP, or are you working out of the 
administrator's office for now? What will you work on until you are confirmed? 

Thank you, 

Alex Guillen 
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Energy Reporter 

POLITICO Pro 

(o) 703.341.46191 (c) 571.839.6243 

aguillen@politico.com I @alexcguillen 
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To: 
From: 
Sent: 
Subject: 

Tony 

Frye, Tony (Robert)[frye.robert@epa.gov] 
Dourson, Michael 
Tue 10/17/2017 6:14:43 PM 
RE: Sullivan Bio 

Thanks got it. 

Michael 

From: Frye, Tony (Robert) 
Sent: Tuesday, October 17, 2017 1 :34 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Cc: Shimmin, Kaitlyn <shimmin.kaitlyn@epa.gov>; Palich, Christian 
<palich.christian@epa.gov> 
Subject: Sullivan Bio 

Hello Dr. Dourson, 

Attached, please find a meeting memo in advance of your telephone call with Senator Sullivan. 
Feel free to let us know if you have any other thoughts or questions. 

Best, 

Tony 

Tony Frye 

Special Assistant to the Deputy Associate Administrator 

Office of Congressional & Intergovernmental Affairs 
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Environmental Protection Agency 

Phone: 202.564.0640 

Cell:! Ex. 6 • Personal Privacy 1 
1.-•-··-·-·-·-·-··-·-·-·-·-·-·-··-·-·-·---· 
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To: 
From: 
Sent: 
Subject: 

Beck, Nancy[beck.nancy@epa.gov] 
Dourson, Michael 
Wed 10/18/2017 5:21:26 PM 
RE: Allowed: Sharing request: Calendar 

Yes, this system is ancient. 

From: Beck, Nancy 
Sent: Wednesday, October 18, 2017 1:13 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: RE: Allowed: Sharing request: Calendar 

Ahhhh. Were you a Mac person? 

Its pretty easy-you will catch on and the premier support group are rockstars! 

Nancy B. Beck, Ph.D. , DABT 

Deputy Assistant Administrator, OCSPP 

P: 202-564-1273 

......... ..... .................... , ................... . 
M:! Ex . 6-Personal Privacy { 

1 . .. . .. ... .......... ... . .. . .. . .. . .. . .. . .. . .. , ... . .. . .. . .. . 

beck.nancy@epa.gov 

From: Dourson, Michael 
Sent: Wednesday, October 18, 201 7 1: 11 PM 
To: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: RE: Allowed: Sharing request: Calendar 

Got it. Thanks. Part of the problem is my computer is a Dell. Not at all use to this. 



ED_001803B_00003923-2

From: Beck, Nancy 
Sent: Wednesday, October 18, 2017 1:02 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: RE: Allowed: Sharing request: Calendar 

Hmm. I wont let me resend, but if you bring your computer with you to a meeting (and your ID) 
I can show you how to change permissions. 

Nancy B. Beck, Ph.D., DABT 

Deputy Assistant Administrator, OCSPP 

P: 202-564-1273 

,-·-' -·-·-. -·-· -·-. -· -·-' -·-. -·-·~ 
M: i Ex. 6 - Personal Privacy i 

t ...... , .......... , ...... , ............ ! 

beck.nancy@epa.gov 

From: Dourson, Michael 
Sent: Wednesday, October 18, 2017 12:43 PM 
To: Beck, Nancy <Beck.Nancy@epa.gov> 
Subject: RE: Allowed: Sharing request: Calendar 

Nancy 

Sure, please send me the request again. I could not find your prior email. And no, no one is 
helping me with schedules, but perhaps because I have not asked. 

Mike 
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From: Beck, Nancy 
Sent: Wednesday, October 18, 2017 12:28 PM 
To: Dourson, Michael <dourson.michael@epa.gov> 
Subject: RE: Allowed: Sharing request: Calendar 

Mike, 

Can you give me full access to your calendar so I can see appointments that I will need to 
schedule around? I think the option is "full details" . 

Right now I can just see free/busy but not the event. 

Also, is there a scheduler that is helping you out? 

Thanks. 

Nancy 

Nancy B. Beck, Ph.D., DABT 

Deputy Assistant Administrator, OCSPP 

P: 202-564-1273 

,-.------·---.. ---------··---··----- ··-·· 
M · l Ex. 6 • Personal Privacy i 

• ! I "·-·-·-·-·-·-·-·-·-·-•-·•-·-·-·-•-·•. 

bcck.nancy@cpa.gov 

From: Dourson, Michael 
Sent: Wednesday, October 18, 2017 11:43 AM 
To: Beck, Nancy 
Subject: Allowed: Sharing request: Calendar 

Microsoft Exchange 
Calendar: 

Dourson, Michael - Calendar 
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Dourson, Michael (dourson.michael@epa.gov) has allowed you to 
view his or her Calendar. 
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To: 
Cc: 
From: 
Sent: 
Subject: 

Justina 

Fugh, Justina(Fugh.Justina@epa.gov] 
Beck, Nancy(beck.nancy@epa.gov] 
Dourson, Michael 
Tue 10/17/20171:56:18 PM 
Introductory briefing 

I will be in the EPA HQ building tomorrow and for the rest of the week. When would be a good 
time to get together? My schedule tomorrow is open from about 1 :30 to 4 pm. Thusday, I am 
open at 10 am and after 4 pm. Friday, I am open after 9:30 and for the whole day. 

Cheers! 

Michael 
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